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As clinical reports on resistance of common pathogens to antimicro- 
bial therapy gain increasing prominence,” need for broad-spectrum 
antibiotic therapy to which resistance is less likely to develop 
becomes even more apparent. Particularly troublesome are the 
staphylococci, which often fail to respond not only to commonly used 
antibiotic therapy but also to agents more recently introduced.*"° 


CHLOROMYCETIN (chloramphenicol, Parke-Davis) has maintained 

most of its original effectiveness against strains of staphylococci and | 
against other sensitive pathogens.?+:'!-!5 “The fact that so few strains : 

were found to be resistant to chloramphenicol [CHLOROMYCETIN] | 
made it possible for the clinicians to turn to this antibiotic when 
such a large proportion of strains was observed to be highly resistant | 
to the other commonly used antibiotics.”” 


CHLOROMYCETIN is a potent therapeutic agent and, because certain 
blood dyscrasias have been associated with its administration, it should 
not be used indiscriminately or for minor infections. Furthermore, as with 
certain other drugs, adequate blood studies should be made when the 
patient requires prolonged or intermittent therapy. 
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COMBATS MOST CLINICALLY IMPORTANT PATHOGENS 


100 CHLOROMYCETIN 98.1% 


STRAINS OF COAGULASE-POSITIVE STAPHYLOCOCCI SENSITIVE 
TO CHLOROMYCETIN AND FIVE OTHER MAJOR ANTIBIOTIC AGENTS” 
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YOUR PATIENT NEEDS AN ORGANOMERCURIAL 


Practicing physicians know that many years of clinical and laboratory experience 
with any medication are the only real test of its efficacy and safety. 


Among available, effective diuretics, the organomercurials have behind them over 
three decades of successful clinical use. Their clinical background and thousands of 
reports in the literature testify to the value of the organomercurial diuretics. 


NEOHYDRIN 


EQUIVALENT TO 10 MG. OF NON-IONIC MERCURY IN EACH TABLET) 


a standard for initial control of severe failure 


MERCUHYDRIN® SODIUM 
LAKESIDE BRAND OF MERALLURIDE INJECTION 
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MILLIONS OF 
ASTHMATIC ATTACKS 


have been aborted faster...more effectively... 
more economically with 


Automatically measured dosage 
and true nebulization...nothing 
to pour or measure...Qne in- 
halation usually gives prompt 
relief of acute or recurring 
asthmatic attacks. 


Medihaler-Epi replaces in- 
jected epinephrine in urticaria, 
edema of glottis, etc. due to 
acute food, drug or pollen re- 
actions...Each 10 cc. bottle 


"SUITABLE SLIPS INTO POCKET delivers 200 inhalations. | 
FOR CHILDREN, TOO OR PURSE | 


IN ASTHMA PRESCRIBE EITHER 


Medihaler-EPI® riker brand epinephrine Medihaler-ISO® riker brand isoproterenol 
U.S.P. 0.5% solution in inert, nontoxic aerosol HCI 0.25% solution in inert, nontoxic aerosol 
vehicle. Each measured dose 0.12 mg. epinephrine. vehicle. Each measured dose 0.06 mg. isoproterenol. 
In 10 cc. bottle with measured-dose valve. In 10 cc. bottle with measured-dose valve. 

Note: First prescription for Medihaler medications should include the desired 


medication and Medihaler Oral Adapter (supplied with pocket-sized plastic 
carrying case for medication and Adapter). 


The Medihaler Principle 
is also available in Medihaler-Nitro™ (octyl nitrite) for the rapid relief of angina pectoris 
...and Medihaler-Phen™ (phenylephrine-hydrocortisone-neomycin) for lasting, effective 
relief of nasal congestion. 


Riker LOS ANGELES 
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Meat... 


Good Nutrition and the 
Metabolic Changes of Adolescence 


The sharp increase in nutritional requirements during adolescence 
is ascribed to the rapid growth, restless activity, high basal metabolism, 
and increased rate of organ development during this period.! 2 Nutri- 
ent needs during adolescence are higher than at any other period of 
life’ except for pregnancy and lactation. 


In order to satisfy these extremely high nutritional requirements, 
*‘protective” foods supplying liberal amounts of protein, vitamins, and 
minerals should predominate in adolescent diets.3 Such foods include 
meat, poultry, fish, milk, eggs, vegetables and fruits, and whole-grain 
or enriched cereals and enriched bread. Accessory foods commonly 
eaten by adolescents to satisfy emotional needs may provide energy, 
but are commonly responsible for obesity and should not take the place 
of the “‘protective” foods. 


Meat contributes much toward making the daily meals of adoles- 
cents appetizing, ample, and satisfying as well as adequate in protein, 
B vitamins, iron, phosphorus, potassium, and magnesium. Its complete 
protein functions in all physiologic mechanisms utilizing protein—tissue 
growth and replacement, fabrication of enzymes, hormones, and anti- 
bodies, and maintenance of the body’s fluid balance. Its B vitamins 
and minerals take part in many processes of intermediate metabolism 
important in body development. 


1. Toverud, K. U.; Stearns, G., and Macy, I. G.: Maternal Nutrition and Child Health. An Inter- 
retative Review, Washington, D.C., National Research Council, National Academy of Sciences, 
ull. No. 123, 1950, p. 115. 
2. Proudfit, F. T., and Robinson, C. H.: Nutrition and Diet Therapy, ed. 11, New York, The 
Macmillan Company, 1955, p. 271. 
3. Martin, E. A.: Roberts’ Nutrition Work with Children, Chicago, The University of Chicago 
Press, 1954, pp. 231-236. 


The nutritional statements made in this advertisement 
have been reviewed by the Council on Foods and Nutri- 
tion of the American Medical Association and found 
consistent with current authoritative medical opinion. 


American Meat Institute 
Main Office, Chicago... Members Throughout the United States 
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more than hope... 


When the contents of Pandora’s Box were released, 
Hope alone remained. To the allergic patient, 
faced with a veritable Pandora’s Box of discomforts, 
‘Perazil’ offers far more than hope. It gives 
ability to withstand allergens, without reactions. 


brand Chlorcyclizine Hydrochloride 
long-lasting action + exceptionally little side effect 


For children and adults: |SUGAR-COATED TABLETS OF 25 mg. 
SCORED (UNCOATED) TABLETS OF 50 mg. 


Brat BURROUGHS WELLCOME & CO. (U.S.A.) INC., Tuckahoe, New York 
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highly effective—clinically proved 


OLEANDOMYCIN TETRACYCLINE 


ycin 


provides added certainty in antibiotic therapy particularly for 
that 90% of the patient population treated in home or office... 


Multi-spectrum synergistically strengthened 
SIGMAMYCIN provides the antimicrobial spectrum of 
tetracycline extended and potentiated with oleandomy- 
cin to include even those strains of staphylococci and 
certain other pathogens resistant to other antibiotics. 


Supplied: SIGMAMYCIN CAPSULES—250 mg. (oleandomycin 83 mg., 
tetracycline 167 mg.), bottles of 16 and 100; 100 mg. (oleandomy- 


cin 33 mg., tetracycline 67 mg.), bottles of 25 and 100. SIGMAMYCIN 
FoR ORAL SUSPENSION—1.5 Gm., 125 mg. per 5 cc. teaspoonful 
(oleandomycin 42 mg., tetracycline 83 mg.), mint flavored, bottles 
of 2 oz. *Trademark 


Pfizer. Prizer LABORATORIES, Brooklyn 6, N. Y. 
Division, Chas. Pfizer & Co., Inc. 


World leader in antibiotic development and production 
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specifically for reduction of overweight 


PRELUDI 


(brand of phenmetrazine hydrochloride) 


highly effective and safe appetite suppressant...” 


Based on clinical reports, PRELUDIN produces more than twice the weight loss 
achieved by patients receiving a placebo.? It is singularly free of tendency to 
produce serious side actions, as well as stimulation.’? PRELUDIN imparts a 
feeling of well-being that encourages the patient to cooperate willingly in 
treatment.’ 


The reduced incidence of side actions with PRELUDIN makes losing weight more 
comfortable for the average patient, facilitates treatment of the complicated 
case and frequently permits its use where other anorexiants are not tolerated.3 


Recommended Dosage: One tablet two to three times daily one hour before 
meals, Occasionally smaller dosage suffices. On theoretical grounds, PRELUDIN 
should not be given to patients with severe hypertension, thyrotoxicosis or 
acute coronary disease. 

wy ay (1) Holt, J. ©. S., Jr.: Dallas Med. J. 42:497, 1956. 2) Gelvin, E. P.; McGavack, T. H., and Kenigsberg, S.: 
Am. J. Digest. Dis. 1:155, 1956. (3) Natenshon, A. L.: Am. Pract. & Digest Treat. 7:1456, 1956. 


Pre.uoin® (brand of phenmetrazine hydrochloride). Scored, square, pink tablets of 25 mg. Under license from 
C. H. Boehringer Sohn, Ingelheim. 


GEIGY Ardsley, New York 37987 Geigy 
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KNOX protein PREVIEWS 


Knox “Food Exchange” Diet Enlists the Cooperation 
of Your DIABETIC Patients for Dietotherapy 


. 


XI 


| Nutritional Proble n 


1. This Knox booklet is based on nutritionally-tested Food 
Exchanges! and demonstrates that variety is possible for 
diabetic diets. 

2. The easy-to-understand Food Exchanges simplify dietary 
control for the diabetic by eliminating calorie counting. 
3. Diets promote accurate adjustment of caloric levels to 
the special needs of the patient, yet allow each individual 
considerable latitude in the choice of foods. 

4. Each booklet presents in addition 16 pages of appetizing, 
kitchen-tested recipes. 


1. The Food Exchange Lists referred to are based on material in 
“Meal Planning with Exchange Lists” prepared by Committees of 
the American Diabetes Association, Inc., and The American Dietetic 
Association in cooperation with the Chronic Disease Program, Public 
Health Service, Department of Health, Education and Welfare. 
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Chas. B. Knox Gelatine Co., Inc. 
Professional Service Dept. SJ-25 
Johnstown, N. Y. 


Please send me ....... dozen copies 
of the Knox diabetic brochure describ- 
ing the useof Food Exchange Lists. 


Your Name and Address 


Overcoming Today's No. 
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EVERY WOMAN 
WHO SUFFERS 
IN THE 
MENOPAUSE 
DESERVES 
“PREMARIN: 
widely used 


natural, oral 


estrogen 


AYERST LABORATORIES 
New York, N.Y. © Montreal, Canada 
5645 


prevents nausea, 
dizziness, vomiting 
of motion sickness 
in minutes Pfizer 


* Trademark 
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THE LATTIMORE-FINK 
LABORATORIES 


Topeka — _ El Dorado 
Kansas 


J. L. Lattimore, A.B., M.D., Pathologist 
A. A. Fink, A.B., M.D., Pathologist 

Ralph S. McCants, A.B., M.D., Pathologist 
H. C. Ebendorf, M.T., Serologist 

A. C. Keith, B.S., Chemist 

L. W. Hull, A.B., Bacteriologist 

Walter Norris, A.B., Chemist 


Anatomical and Clinical 
Pathology 


Containers Furnished Upon Request 
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perhaps the safest ataraxic known... 


PEACE oF MIND 


(brand of hydroxyzine) Tablets-Syrup 


safety highlighted in every clinical report. 


Depending on the condition treated, the effec- 
tiveness of ATARAX has ranged from 80 to 
94%. But clinicians have agreed unanimously 
on its safety. After more than 85,000,000 
doses -—— many on long-term administration 
at high dosage— no evidence of addiction, 
blood dyscrasias, parkinsonian effect, liver 
damage, depression or other serious side ef- 
fects have been reported. 


calms tense patients. 


ATARAX produces its calming, peace-of-mind 
effect without disturbing mental alertness. : 
In the tension/anxiety conditions for which o 
it is intended, you will find ATARAX effective - 
in about 9 of every 10 patients. 
prescribe atarax as follows: 
Adults; usually one 25 rg. tablet, 
or two (sp. Syrup, thre? times daily. ; 
Children: (over 8 years): usually 
one 10 mg. tabiet, or one tsp. Syrup, : 
twice daily. ne 
Supplied: Tablets, tiny 10 me. an 
(orange) and 25 mg. (green), bot- ‘ 
tles of 100, Syrup, 10 mg. per tsp., 
pint bottles. 
Since response varies from patient 
to patient, dosage should be adjust- 
ed accordingly. Prescription only. 


Chicago 11, Illinois 
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TETRACYCLINE 


BUFF 


“the only one of its kinc 


Urine Excretion| Study demonstrates Average Blood Levels at 3 and 6 hours 
that more Tetracycline is absorbed from vs. ACHROMYCIN 4 
ACHROMYCIN Y 


BUFFERED WITH SODIUM METAPHOSPHATE 


ACHROMYCIN V admixes sodium metaphosphate with 


tetracycline. ACHROMYCIN provides greater antibiotic 


absorption/faster broad-spectrum action and is indicated for 


the prompt control of infections, seen in everyday practice, 

hitherto treated with other broad-spectrum antibiotics. 

Available: Bottles of 16 and 100 Capsules, ; 

Each Capsule (pink) contains: j 
Tetracycline equivalent to tetracycline HCI.. 250 mg. 
Sodium metaphosphate 380 Mg. 

ACHROMYCIN V dosage: 6-7 mg. per Ib. of body weight 

per day for children and adults. 


LEDERLE LABORATORIES DIVISION | 
AMERICAN CYANAMID COMPANY | 
PEARL RIVER, NEW YORK i 


®Reg. U.S. Pat. Off. 


GREATER : BS BASTER BROAD- 
| 
one 250 mg. capsule 25 
Chemically. 
Te. for greater clinicai | 
‘@tliclency 
ee 
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Treating Alcohol and Drug Addiction 


In 1897 Benjamin Burroughs The Ralph Clinic provides per- 
Ralph, M.D., developed methods of  <onalized care in a quiet, homelike 
treating alcohol and narcotic addic- 
tion that, by the standards of the 
time, were conspicuous for success. and massage speed physical and 


atmosphere. Dietetics, hydrotherapy 


Twenty-five years ago expe- emotional re-education. Sobriety pro- 


rience had bettered the methods. grams established and supervised. 
Today with the advantages of collat- 
eral medicine, treatment is marked- 
ly further improved. cians. Write or phone. 


Cooperation with referring physi- 


RALPH CLINIC 


: Formerly The Ralph Sanitarium 
Associated with The Benjamin Burroughs Ralph Foundation for Medical Research. 


Ralph Emerson Duncan, M.D., Medical Director. 


529 HIGHLAND AVENUE ® KANSAS CITY 6, MISSOURI 
Telephone Victor 2-3622 
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. when speed, safety and comfort are 


IMPORTANT— 


TWIN ENGINE 


AVAILABLE FOR AMBULATORY 
CASES 


WE TRAVEL ANYWHERE 


on YOUR scnepute 


l 


Use Central’s 


AIR AMBULANCE 


Everything is provided for the comfort and safety 
of our passengers. Cot lifts in or out of plane—fits 
securely in place for smooth trip. Plane to ambu- 
lance transfer easily handled. 


_ Our expert pilots fly exclusively Beechcraft—the 
world’s safest airplane. Average speed of 160 mph. 
Controlled cabin temperature. 


Relative or companion can accompany patient, or 
we-can arrange for registered nurse to make the trip. 
_ Two-way radio communication assures ample noti- 
fication of arrival. It’s the perfect, painless way to 
travel. 


Phone, wire or write for details and arrangements. 


TRAL AIRCRAFT CHARTER SERVICE 


MEMBER NATIONAL 


AIR 


TAXI CONFERENCE 


MUNICIPAL AIRPORT PHONE 3-4129 TOPEKA, KANSAS 
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How to friends 


Children Sie 


The Best Tasting 
Aspirin you can prescribe. 


The Flavor Remains Stable 
down to the last tablet. 
25¢ Bottle of 48 tablets (114 grs. each). 


We will be pleased to send samples on request. 


THE BAYER COMPANY DIVISION 
of Sterling Drug Inc. 
1450 Broadway, New York 18, N. Y. 
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Recent Observations 


XIX 


On Self-Regulated 
Schedules For infants 


Genetically acquired behavioral predisposi- 
tions enable the normal baby to regulate its 
feeding intake and periodic hunger sensa- 
tions, its feeding habits. These physiological 
regulatory forces may be satisfied by adapt- 
ing the formula content and feeding period 
to the individual needs of the infant. It in- 
volves a sensible compromise between too 
rigid a schedule, geared to the clock and too 
lax a schedule, based on self-demand feed- 
ings. Such is the current objective: for either 
extreme can lead to infant feeding difficulties. 

The newborn may become a feeding prob- 
lem if the prescribed formula is excessive or 
the feeding schedule rigid. Every time he is 
awakened abruptly from satisfying slumber 
to be fed forcefully, the baby gradually loses 
his enthusiasm for the food and begins to 
resist the feeding. The young infant may balk 
at the crude introduction of a new food or 
feeding procedure without the proper prelude 
of gradual adaptation of taste, color, consist- 
ency and quantity. 

The older infant weaned from bottle to cup 


may reject milk or go on a hunger strike. - 
Devoted to his bottle he resents its sudden © 


deprivation. It takes a certain readiness for 
weaning to make that change agreeable. Later 
the infant becomes somewhat independent of 
his mother and arbitrary with his food. What 
he enjoyed yesterday, he rejects today. If he 
distorts the diet for a day and his mother 
resorts to force, a feeding problem is in the 


making. Sensible decorum will solve these ' 


little difficulties before they become big be- 
havior disturbances in childhood. 

The problems of infant feeding are always 
the same but solutions may differ with each 
era. The carbohydrate requirement for all 
infants is as completely fulfilled by Karo® 
Syrup today as a generation ago. Whatever 
the type of milk adapted to the individual 
infant, KARO may be added confidently be- 
cause it is a balanced mixture of low sugars, 
easily mixed, well tolerated, palatable, hypo- 
allergenic, resistant to fermentation, easily 
digestible, readily absorbed, non-laxative. 
Readily available in all food stores. 


MEDICAL DIVISION 


CORN PRODUCTS REFINING CO. 
17 Battery Place, New York 4, N.Y. 


Produced by 
Corn Products Refining Co. 


Behind Every Karo Bottle...A Generation of World Literature 
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Fnee the anemic 


FROM 
IRON INTOLERANCE 


= 
® 
- high 
hemoglobin 
response 
excellent tolerance 


BRAND OF FERROUS GLUCONATE 
FOR ALL SIMPLE IRON DEFICIENCY ANEMIAS 


SUPPLIED: Fergon tablets of 5 grains, bottles of 100 and 500. 
Fergon tablets of 2’ grains, bottles of 100. 
“1 Fergon elixir 6% (5 grains per teaspoonful), 
a. bottles of 16 fl. oz. 


EQUIPMENT — REGULATORS, 


NCORPORATED 
"PHONE 
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relaxes 
mind 


for anxiety 


and tension in 


w well suited for prolonged therapy 


a well tolerated, relatively nontoxic 
= no blood dyscrasias, liver toxicity, Parkinson-like syndrome or nasal stuffiness 
= chemically unrelated to phenothiazine compounds and rauwolfia derivatives 


m orally effective within 30 minutes for a period of 6 hours 


For treatment of anxiety and tension states and muscle spasm 


Miltown 


2-methyl-2-n-propyl-1,3-propanediol dicarbamate—U. S. Patent 2,724,720 


Tranquilizer with muscle-relaxant action 
DISCOVERED AND INTRODUCED 


BY) WALLACE LABORATORIES, New Brunswick, N.J. 


SUPPLIED: (Bottles 50 tablets) 
400 mg. scored tablets 
200 mg. sugar-coated tablets 


USUAL DOSAGE: One or two 400 mg. tablets t.i.d. 


Literature and Samples Available on Request 


THE MILTOWN® 
MEPROBAMATE MOLECULE 


CM-3421-R4 
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everyday practice 
w IW - 
» NO 
| | ENT 
SAG 
~ 
SUG 4p 
lap COATED 
| LETS a 
STANDARD 
mg. 
SCORED 
TABLETS 


reports 

of 
clinical 
studies 


1 “T have used meprobamate in my 
general psychiatric practice since April, 1955, 
and believe it to be [a] drug of choice for 
relief of tension, anxiety and insomnia.” 


Lemere, F.: Northwest Med. 54: 1098, 1955. . 


. the patient [taking Miltown] 
never describes himself as feeling detached 
or ‘insulated’ by the drug. He remains... 
in control of his faculties, both mental 
and physical, and his responsiveness to other 
persons is characteristically improved.” 

Sokoloff, O. J.: A.M.A. Arch. Dermat. 74: 393, 1956. 


3 “Of special importance is the fact 
that Miltown does not appear to affect 
autonomic balance—which in alcoholics is 
often unstable .. .” 


Thimann, J. and Gauthier, J.W.: Quart. J. = 
Stud. Alcohol. 17: 19, 1956. : 


4 “The [relative] absence of toxicity, 
both subjectively and objectively, is 
an important feature in favor of Miltown. 
In addition, there were no withdrawal 
phenomena noted on cessation of therapy, 
whether it was withdrawn rapidly or slowly.” 


Borrus, J.C.: J.A.M.A. 157: 1596, 1955. 


~ 

od “Miltown is of most value in the 
so-called anxiety neurosis syndrome, especially 
when the primary symptom is tension... 
Miltown is an effective dormifacient and 
appears to have. . . advantages over the 
conventional sedatives except in psychotic 
patients. It relaxes the patient for natural 
sleep rather than forcing sleep.” 

Selling, L.S.: J.A.M.A. 157: 1594, 1955. 


THE MILTOWN® 
MEPROBAMATE MOLECULE 


2-methyl-2-n-propyl-1,3-propanediol dicarbamate—U.S. Patent 2,724,720 


Tranquilizer with muscle-relaxant action 
DISCOVERED AND INTRODUCED 
BY (ff WALLACE LABORATORIES, New Brunswick, N. J. 
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Formula 


DONNATAL TABLETS 
DONNATAL CAPSULES | 
DONNATAL ELIXIR (per 5 cc.) 


Hyoscyamine Sulfate......0.1037 mg. 
Atropine Sulfate ............0.0194 mg. 
Hyoscine Hydrobromide..0.0065 mg. 
Phenobarbital (% gr.).... 16.2 mg. 


DONNATAL EXTENTABS® 
(Extended Action Tablets) 


Each Extentab (equiva- 
lent to 3 Tablets) pro- 
vides sustained 1-tablet 
effects...evenly, for 10 to 
12 hours — all day or all 
night on a single dose. 


provides superior spasmolysis [Robins 


through provision of natural belladonna 
alkaloids in optimal ratio, with phenobarbital 


A.H. ROBINS CO.,INC., RICHMOND 20, VA. 


Each Multiple Compressed Tablet of Merrotone 
provides the inseparable antiarthritic, antirheumatic 
benefits of: 

1, Prednisolone buffered—the newest and most po- 
tent of the “predni-steroids” for prompt relief of 
joint pain and arrest of the destructive inflammatory 


2. Meprobamate—the newest and safest of the 
muscle-relaxant tranquilizers for profound relaxa- 
tion of skeletal muscle in spasm. 

Tolerance to this combination is good because there 
is little likelihood of sodium retention, potassium 
depletion or gastric distress with buffered predniso- 
lone, and meprobamate rarely produces significant 
side effects in therapeutic dosage. 

An additional important therapeutic benefit, often 
overlooked, stems from the tranquilizing action of 
meprobamate. This component of MEPROLONE re- 
lieves mental tension and anxiety so often manifest 
in arthritics, making them more amenable to other 
rehabilitation measures. 


INDICATIONS: A wide variety of conditions, in which 
four symptoms predominate: a) inflammation 4) muscle 
spasm ¢) anxiety and tension 4d) discomfort and disability; 
i.e., rheumatoid arthritis, rheumatoid spondylitis (Marie- 
Striimpell disease), Still’s disease, psoriatic arthritis, osteo- 


Therapeutic benefits of MEPROLONE compared with traditional antiarthritics, 


Salleylates 
Muscle relaxants 
Tranquilizers 


Steroids Jf 


1. Meprobamate is the only tranquilizer with 
muscle-relaxant action. 


arthritis, bursitis, synovitis, tenosynovitis, myositis, fibro- 
sitis, fibromyositis, neuritis, acute and chronic low back 
pain, acute and chronic primary and secondary fibrositis 
and torticollis, intractable asthma, respiratory allergies, 
allergic and inflammatory eye and skin disorders (as main- 
tenance therapy in disseminated lupus erythematosus, 
periarteritis nodosa, dermatomyositis and scleroderma). 


SUPPLIED: Multiple Compressed Tablets in bottles of 
100 in two formulas as follows: Meprotone-1—1.0 mg. 
of prednisolone, 200 mg. of meprobamate and 200 mg. cf 
dried aluminum hydroxide gel. MEpRoLone-2— provides 
2.0 mg. of prednisolone in the same formula. 
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NO OTHER 
ANTIRHEUMATIC 
PRODUCT 
PROVIDES AS MANY 


BENEFITS AS 


MEPRO 
PREDNISO 


BAMATE 
LONE, buffered 


THE ONLY 
ANTIRHEUMATIC, 
ANTIARTHRITIC 

THAT SIMULTANEOUSLY 


RELIEVES: 

1,.MUSCLE SPASM 

2. JOINT INFLAMMATION 
3. ANXIETY AND TENSION 


4. DISCOMFORT 
AND DISABILITY 


MERCK SHARP & DOHME 
DIVISION OF MERCK @ CO., Inc. PHILADELPHIA 1, PA. 


(MEPROLONE is the erade-mark of Merck & Ca, Ine, 
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ates’ mixed infections. 


ANTIBACTERIAL 


| 
4 or “the butterfly stomach” 
 Pavatrine’ 
i 
_ ...1N URINAR | 
fa | LOCALIZED MUCOSAL ANALGE 
-—the dual acti EID with the well-knawn a 
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FOR STUBBORN; ALLERGIES... fam 


eti-stercid benefits are potentiated in 


METRETO 


METI-STEROID — ANTIHISTAMINE COMPOUND 


TABLETS NASAL SPRAY : 
with stress supportive prompt nasal comfort : 
vitamin C without jitters or rebound 


ESPECIALLY FOR RESISTANT AND YEAR-ROUND ALLERGIES 

Because edema is unlikely with the tablets and sympathomimetic 
effects are absent with the spray, METRETON Tablets and Nasal Spray 
afford enhanced antiallergic protection in vasomotor rhinitis 

and all hard-to-treat allergic disorders—even in the presence of 
cardiorenal and hepatic insufficiency. 


COMPOSITION AND PACKAGING 


: Each METRETON Tablet contains 2.5 mg. prednisone, 2 mg. 
chlorprophenpyridamine maleate and 75 mg. 
: ascorbic acid. Bottles of 30 and 100. : 4 
Each cc. of METRETON Nasal Spray contains 2 mg. (0.2%) 
prednisolone acetate and 3 mg. (0.3%) chlorprophenpyridamine 
gluconate in a nonirritating isotonic vehicle. 


Plastic squeeze bottle of 15 cc. 
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QUALITY /RESEARCH /iwtesrity 


for rapid yet sustained sedation 


PULVULES 


TUINAL 


combine two cardinal features 
in a single preparation 


There are equal parts of quick-acting ‘Seconal 
Sodium’* and moderately long-acting ‘Amytal 
Sodium’} in each Pulvule Tuinal. Assures your 
Available in three con- obstetric patient quick, sustained amnesia; your 
venient strengths—3/4, surgical patient relief from apprehension and fear. 


1 1/2, and 3-grain pul- *Seconal Sodium’ (Secobarbital Sodium, Lilly) 
vules. t‘Amytal Sodium’ (Amobarbital Sodium, Lilly) 


723008 
ELI LILLY AND COMPANY + INDIANAPOLIS 6, INDIANA, U.S.A. 
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Myotonia 


Report of a Case in Transition between 
Myotonia Congenita and Myotonia Dystrophica 


HARRY H. WHITE and CHARLES M. POSER, M.D., Kansas City 


Since 1886, when Erb! wrote his classic descrip- 
tion of the myotonic reaction, a number of disease 
entities have been delineated which have as their 
distinguishing feature a myotonic reaction of various 
muscle groups. Three main diseases of this type have 
been recognized: myotonia dystrophica of Steinert,’ 
myotonia congenita of Thomsen!” and paramyotonia 
of Eulenberg.1¢ 

Myotonia dystrophica (Steinert’s disease) is also 
characterized by what seem to be endocrinopathic 
features such as frontal baldness, testicular atrophy, 
and cataracts, while in myotonia congenita (Thom- 
sen’s disease) there is hypertrophy of muscles. Al- 
though it is well known that any type of myotonia 
will be aggravated by cold, Eulenberg’s paramyotonia- 
has as its only characteristic a myotonic reaction pro- 
duced by cold. 

Certain neurologists, however, have been reluctant 
to separate the three entities, and evidence has been 
brought forward to support the contention that they 
are merely variant manifestations of a single dis- 
ease process. The transitional cases reported in the 
literature reinforce this view. 

The purpose of this paper is to report a case that 
is felt to represent a transitional stage between myo- 
tonia dystrophica of Steinert and myotonia congenita 
of Thomsen. 


Case Report 


W. M., a 35-year-old salesman, first entered a 
naval hospital in California in February, 1944, with 


From the Section of Neurology, Department of Med- 
icine, University of Kansas School of Medicine, Kansas 
City. Mr. White is a junior in the School of Medicine, 
and Dr. Poser is an instructor in medicine at the school. 
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the complaint of “stiffness” of the body and pro- 
gressive enlargement of the calf muscles for a month. 
While riding on a train, he had attempted to rise 
from his seat. He found he was unable to straighten 
out, and his muscles had become ‘“‘stiff.’’ He said he 
had had transitory episodes of stiffness for the past 
two years, and that he was unable to run unless he 


In the case reported myotonia con- 
genita is suggested by the presence of 
hypertrophy of the calf muscles. The 
diagnosis of myotonia dystrophica is 
indicated by small sternomastoids, cat- 
aracts, distribution of the myotonia, 
generalized weakness, and decreased uri- 
nary 17-ketosteroids. Long-term aboli- 
tion of the myotonic reaction through 
the use of cortisone and prednisone is 
reported. 


began by walking slowly and then gradually increas- 
ing his speed. He had noticed that he had difficulty 
in taking hold of things until after his fingers were 
“worked a while,” at which time “full power comes 
to them.” He felt his condition was more severe dur- 
ing cool weather. 

Physical examination revealed enlargement of the 
calf muscles of both legs. No mention was made 
of myotonic contractions. The rest of the physical 
examination was negative. The diagnosis of myotonia 
(etiology undetermined) was made. The patient re- 
ceived 5 grains of quinine three times a day for a 
period of two days with no subjective improvement, 
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and he then was dismissed to return to active military 
duty. 

The patient re-entered the same hospital in March, 
1944, with the same complaints. His symptoms had 
progressed to a degree that he was handicapped in 
performance of his duties. A biopsy of his gastroc- 
nemius muscle showed muscle fibers which were 
thicker than normal, many areas in which the longi- 
tudinal fibrils could not be distinguished, an increase 
in the number of sarcolemmal nuclei, preservation of 
cross striations, no fatty changes, and one area dis- 
closing a small collection of lymphocytes. The patho- 
logical diagnosis of the biopsy specimen was “changes 
compatible with myotonia congenita.” 

After his case was reviewed he was given a med- 
ical discharge in May, 1944. Shortly thereafter he 
noted occasional difficulty in opening his clenched fist. 

From 1944 to 1951 there were no subjective 
changes in his condition. From 1951 to 1956 he 
noticed increasing weakness in carrying out his nor- 
mal business activities, and in June of 1956 he entered 
the hospital with a complaint of “stiffness” of his 
muscles. 

The family history was as follows: The patient's 
father died at 55 of cancer of the liver, and his 
mother died at 58 of heart trouble. The patient’s 
father had one brother who died of a stroke and 
two sisters, one of whom died of unknown causes; 
the other is living and well. His mother had two sis- 
ters and one brother, all living and well. The patient 
had had four siblings, all dead. One brother died 
at 61/, of blood poisoning; one sister died at 28 in 
childbirth; one sister died at 17 of a head injury, 
and another sister died at 24 of an internal hemor- 
rhage. There was no family history of early baldness, 
cataracts, sterility, or other endocrine dysfunction. 
The patient had two children, ages 6 and 11, by his 
first wife, both living and well. He married a second 
time in 1954 and had thus far been unsuccessful in 
attempts to have children with this wife. 

On neurologic examination the patient was seen 
to be a well-developed, well-nourished white male 
with no frontal baldness and facies not strikingly of 
the myopathic type. He had obvious difficulty in 
starting to walk after being in the sitting position, 
but when he began to walk his gait was not remark- 
able. When he stood on his toes for a short time 
he had some difficulty in bringing his heels down 
to the floor. 

No abnormalities were noted on fundoscopic exam- 
ination, and there were no obvious lenticular opaci- 
ties. Slit-lamp examination, however, revealed punc- 
tate lenticular opacities in the peripheral portions of 
the cortex of each lens. The media were grossly clear. 
The pupils were round, regular, and equal, and they 
responded to light and accommodation. Extraocular 
movements were normal and there was no nystagmus. 


There was no evidence of facial weakness, but in 
contrast to the man’s rather mesomorphic appearance 
there were slight bilateral weakness and some atrophy 
of the sternomastoid muscles. The patient had gen- 
eralized muscular weakness, most pronounced dis- 
tally, in all extremities. No atrophy or fasciculations 
were present. There was striking enlargement of both 
calf muscles, which measured 381/ cm. in circum- 
ference in their largest diameter. Spontaneous myo- 
tonic reactions were observed in the hands and per- 
cussion myotonia was elicited in the tongue and 
thenar eminences. 

Superficial and deep-tendon reflexes were active 
and equal bilaterally. There were no pathologic re- 
flexes. Sensory examination and testing of cerebellar 
functions were entirely normal. The heart was not 
enlarged. There were no thrills or murmurs. The 
patient had a regular sinus rhythm with a pulse 
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of 80 and a blood pressure of 110/70. There was no 
testicular atrophy, and the body hair distribution 
was of the male type. The thyroid was not enlarged 
to palpation. 

Hemogram, urinalysis, and erythrocyte sedimenta- 
tion rates were within normal limits. Roentgeno- 
grams of the skull and the chest were normal. Re- 
sults of other laboratory examinations are summarized 
in Table I. 

The patient was started on procaine amide, 250 
mgm. three times a day, and cortisone, 50 mgm. 
four times a day. On this regimen there was distinct 
subjective and objective improvement of his myo- 
tonia. The myotonic contractions in the hands almost 
completely disappeared, and the patient was able 
to rise from the sitting position more quickly and 
fatigued less rapidly when walking. Procaine amide 


TABLE I 
-LABORATORY EXAMINATIONS 


1. Blood 


Fasting blood sugar: 100 mg. per 100 ml. 
Non-protein nitrogen 34.4 mg. per 100 ml. 
Serum albumin 4.4 g. per 100 ml. 
Serum globulin 2.3. g. per 100 ml. 
Serum creatinine 1.2 mg. per 100 ml. 
Total cholesterol 270.0 mg. per 100 ml. 
Cholesterol esters 138.0 mg. per 100 ml. 
Serum sodium 137 mEq.per 100 ml. 
Serum potassium 5.0 mEq. per. 100 ml. 
Serum chloride 96 mEgq.per 100 ml. 
Serum carbon dioxide 24.2 mEq. per 100 ml. 
Serum calcium 4.4 mEq. per 100 mi. 
Serum phosphorus 1.8 mEq. per 100 ml. 
Thymol turbidity 2 units 

Protein bound iodine 10.0 microgr. 
Bromsulphonpthalein 

retention 0% 
Alkaline phosphatase 2.9 Bodansky units 
Serum electrophoresis: slight increase in alpha-2 
globulins 


” 


2. Urine 


Creatine excretion 0 
Creatinine excretion 1.7 gms. per 24 hrs. 
17-Ketosteroids excretion 12.8 mg. per 24 hrs. 


3. Cerebrospinal fluid 


Cells 0 
Total protein 35 mg. per 100 mi.” 


Colloidal gold curve 0011110000 
4. Miscellaneous 
Radioactive iodine uptake 26% 


Sperm count: good motility—120-140 million 


Electrocardiogram: normal 
Biopsy, gastrocnemius 
muscle: normal muscle 


was discontinued after two weeks, and the patent 
continued to improve on cortisone alone. 

After three weeks, cortisone was discontinued wed 
the patient was given prednisone, 5 mgm. four times 
a day. He was discharged to his home on this medi- 
cation, and when he was seen again, ten weeks later, 
the myotonic reaction was still abolished. 


Discussion 


Several features of the mode of onset in this case 
are unusual. First, there were several short episodes 
of transient “‘stiffness” which were minimal in dura- 
tion and intensity; second, there occurred a sudden 
and severe episode of myotonia for which the patient 
first sought medical attention; last is the early com- 
plaint of enlarged calf muscles. The usual case of 
myotonia manifests itself by a slow, progressive, and 
persistent myotonia with atrophy or hypertrophy be- 
coming noted somewhat later during the course of 
the disease. 

In addition to the ‘classical’ features of myotonia 
dystrophica such as cataracts, frontal baldness, mus- 
cular atrophy, sterility, and the myopathic facies, 
certain electrocardiographic abnormalities have been 
reported as well as low basal metabolic rates and a 
decreased excretion of urinary 17-ketosteroids, evi- 
dence to support the belief that this disease is multi- 
systemic in its involvement, and strongly suggestive 
of an endocrinopathy, the nature of which is still 
obscure. 

In the present case, early cataracts, small sterno- 
mastoid muscles, the decreased urinary 17-keto- 
steroids, generalized muscular weakness, and the’dis- 
tribution of the myotonia suggest the diagnosis of 
myotonia dystrophica: Against such a diagnosis are 
the absence of frontal baldness, the absence of the 
characteristic facies, the lack of testicular atrophy, a 
normal electrocardiogram, no indication of endo- 
crinopathy, and anegative family history.’ Adams, 
Denny-Brown, and Pearson? stated that increased 
creatine and decreased creatinine excretion in the 
urine are the most constant biochemical changes in 
cases of myotonia dystrophica. The normal creatine- 
creatinine excretion ratio in this case seems fairly 
good evidence against any significarit amount . of 
muscle atrophy. i of 

One of the outstanding signs in this case is the 
striking hypertrophy of the calf muscles, the ‘char- 
acteristic feature of Thomsen’s myotonia ‘congenita. 
Myotonia congenita, however, usually manifests it- 
self in early childhood, and frequently more than a 
single member of one family is affected. Howevet, 
Adams, Denny-Brown, and Pearson? stated that only 
one-fourth of the reported cases are hereditary, and 
in them the disorder eppears as Mendelian dominant. 
Our patient was affected in early manhood, and there 
was no similar affliction of his siblings. 
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In some instances myotonia dystrophica may un- 
doubtedly progress for a while without showing some 
of the characteristic features of the disease. How- 
ever, in our patient the disease has been present for 
at least 12 years, and only minimal dystrophic or en- 
docrinopathic manifestations could be demonstrated. 
On the other hand, early hypertrophy of the calves 
is strongly suggestive of the type of muscular in- 
volvement seen in myotonia congenita. Our case may 
deserve classification simply as an abortive case of 
myotonia dystrophica, but, in the presence of a well- 
developed myotonic reaction and obvious muscular 
hypertrophy, it would seem not illogical to consider 
it a transitional case between two closely related dis- 
ease entities. 

Cases similar to the present one have been reported 
before. For example, A. M. (family 121 of Maas and 
Paterson’) was a man of pyknic build, had general- 
ized myotonia and hypertrophy of the deltoids, pec- 
torales, and thigh muscles. Such features are charac- 
teristic of myotonia congenita, but the patient also 
had myopathic facies and pronounced wasting and 
weakness of other muscles, features which are char- 
acteristic of myotonia dystrophica. 

Another case in this series was that of J. G. Goo 
(family 56), who had suffered from stiffness since 
infancy and possessed the typical “Herculean body 
build” frequently described in myotonia congenita. 
He subsequently developed wasting of the sterno- 
mastoids and facial muscles, at which time his illness 
was rediagnosed as myotonia dystrophica. 

Arthur R. Bu (family 19) was believed to have 
myotonia congenita when he was 22, but four years 
later he showed wasting of certain facial muscles and 
the left sternomastoid, muscular weakness, frontal 
baldness, myopathic facies, and lenticular opacities, 
at which time there was no question as to the diag- 
nosis of myotonia dystrophica. 

It was well established that quinine had no effect 
on our patient's disease. His lack of response to pro- 
caine amide may be due to the fact that he was given 
a maximum of only 750 mg. per day, while the favor- 
able results reported by Geschwind and Simpson® in 
nine myotonic patients were obtained by administer- 
ing daily amounts of between 2,000 and 5,000 mg. 

The merits of steroid therapy in myotonia are still 
not completely evaluated. In 1950 Milhorat!® first 
gave ACTH to two patients and reported subjective 
improvement. In the same year Shy, Brendler, Rabino- 
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witch, and McEachern! were the first to report an 
abolition of the myotonic reaction with cortisone in 
two patients. In 1954 Garai!? reported a good re- 
sponse to ACTH in two of four patients. In one of 
the patients this response lasted six to eight weeks 
after the last administration of ACTH. Holland and 
Hill® obtained a transitory abolition of the myotonia 
by giving intravenous ACTH to one patient. 

On the other hand, Trevathan and Hussar,’ in 
1953, reported no improvement in one patient who 
was given at first as much as 200 mg. of cortisone 
daily, followed by 100 mg. daily of ACTH, nor in 
another patient who received 100 mg. of cortisone 
daily. 


University of Kansas Medical Center 
39th and Rainbow 
Kansas City 12, Kansas 
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Medical Services 


Distribution of Physicians and General 


E. V. THIEHOFF, M.D., Kansas City 


Specialization of Kansas Physicians 


A study of the distribution of physicians and their 
services in Kansas would not be complete unless at- 
tention is given to the relative distribution of the 
services of specialists and general practitioners. In 
dealing with this matter, physicians have been divided 
into three categories: 

1. Certified specialists 
2. Non-certified specialists 
3. General practitioners 

The designation of specialist is entirely the deci- 
sion of the individual physician. So we find a wide 
range of criteria as to what constitutes a specialist. 
This is true in the non-certified group of specialists. 
With regard to certified specialists there are definite 
standards as to training and limitation of practice, 
established by specialty boards. 

The list of physicians now in Kansas who are 
certified specialists was first determined by reference 
to the Directory of Medical Specialists, Volume 6, 
1953‘and then, more recently, to Volume 7, 1955, of 
that directory. The list of non-certified specialists 
was obtained from records of the Kansas Medical 
Society and from information supplied by physicians 
on their re-registration cards submitted to the Kansas 
State Board of Medical Registration and Examination. 
All other physicians, not listed as certified or non- 
certified specialists, have been classed as general prac- 
titioners, although undoubtedly there are many of 
these latter physicians who would consider themselves 
as non-certified specialists. 

There is no general standard established as to the 
desirable proportion of specialists to general practi- 
tioners. This would necessarily vary from place to 
place, depending upon various factors. So we see 
there are definite limitations in the study of statistics 
related to specialization of physicians. 

Table XV indicates that in Kansas we have gone a 
long way toward specialization; 40.5 per cent of the 
physicians in the state today regard themselves as 
specialists, 16.15 per cent by right of certification and 
24.36 per cent by self designation. There are more 
in the latter group than in the former. And 59.5 per 


The author is chairman of the Department of Public 
Health and Preventive Medicine, University of Kansas 
Medical Center. 
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Hospital Beds in Kansas in 1955 


TABLE XV 


DISTRIBUTION OF PHYSICIANS BY 
SPECIALIZATION 


Status as to Specialty Number Per Cent 


General Practice .............. 1392 59.49 


cent of physicians in the state are classed as general 
practitioners. It is not known whether or not this is 


a desirable proportion. 
It has been the consensus that the services of phy- 


This is Part II of a three-part series. 
Part I appeared in the April issue of the 
Journal, and Part III will follow in June. 


sicians, particularly specialists, are more readily avail- 
able in the larger communities. Let us see what the 
situation is in Kansas. 


TABLE XVI 


DISTRIBUTION OF PHYSICIANS BY 
SIZE OF COMMUNITY 


Number of Physicians 


SPECIALTY 
Size of NON- GENERAL 
Community CERTIFIED CERTIFIED PRACTICE TOTAL 
294 412 450 1156 
Intermediate .. 75 129 523 727 
9 29 419 457 
378 570 1392 2340 


As was to be expected, there are many more phy- 
sicians practicing in large communities (30,000 or 
more) than in small communities (less than 5,000). 
However, upon breaking these figures down as to 
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specialist and general practitioners, we see that spe- 
cialists are predominantly in the large cities. General 
practitioners are about evenly divided between large 
and small communities, but there are more in cities 
of intermediate size (5,000 to 30,000 population). 
Let us see what these figures mean percentage-wise. 

The large cities of Kansas (over 30,000 popula- 


TABLE XVII 


PERCENTAGE DISTRIBUTION OF 
PHYSICIANS BY SPECIALTY AND 
SIZE OF COMMUNITY 


Status as to Specialty 


Size of NON- GENERAL 

Community CERTIFIED CERTIFIED PRACTICE TOTAL 
Lotee ..... 77.78 72.28 32.33 49.40 
Intermediate 19.84 22.63 37.57 31.07 
2.38 5.09 30.10 19.53 
TOTAL . 100.00 100.00 100.00 100.00 


are general practitioners. So there appears to be a 
disproportionate number of specialists. 

The cities of intermediate size (5,000 to 30,000 
population) have 19.5 per cent of the state’s popula- 
tion, 31.07 per cent of the state’s physicians, and 
19.84 per cent of the state’s specialists. Of all phy- 
sicians in cities of intermediate size, 28 per cent are 
classed as specialists and 72 per cent are in general 
practice. 

In small communities (less than 5,000 population), 
21.7 per cent of the state’s population reside. Of the 


tion) have 24.6 per cent of the state’s population, but 
have 49.4 per cent of all physicians, 77.78 per cent 
of all certified specialists, 72.28 per cent of all non- 
certified specialists, and 32.33 per cent of the general 
practitioners. Of all physicians practicing in the large 
cities, 25 per cent are certified, 36 per cent are non- 
certified, and 39 per cent are in general practice, 
making a total of 61 per cent who consider them- 
selves as specialists compared with 39 per cent who 


TABLE XVIII 


DISTRIBUTION OF PHYSICIANS BY 
PRINCIPAL CITIES 


TABLE XIX 


DISTRIBUTION OF PHYSICIANS BY AGE 
AND SPECIALIZATION 


“Specialty 

Age Group NON- GENERAL 

Years CERTIFIED CERTIFIED PRACTICE TOTAL 
.... 108 130 239 
115 213 435 763 
te 145 83 250 478 
oe 65 59 174 298 
SP 29 53 138 220 
| 42 185 248 
80 and over .. 2 12 80 94 
378 570 1392 2340 


physicians practicing in these communities, only 8 
per cent are specialists, leaving 92 per cent as gen- 
eral practitioners. It is rather surprising to know that 
there are 9 certified specialists practicing in these 
smaller communities. 

Of course it is understood that medical services 
do overlap political boundary lines. This is especially 
true in the Kansas City area, as has previously been 


Physicians noted. 
SPECIALTY Kansas has three principal cities, two of which are 
NON- GENERAL 
Place CERTIFIED CERTIFIED PRACTICE TOTAL 
TABLE XX 
NUMBERS AVERAGE AGE OF PHYSICIANS 
Kansas City.. 82 147 128 357 BY SPECIALTY 
Tests: 86 121 105 312 
Wichita .... 102 137 152 391 Status as to Limitation Average/or Mean 
Rest of State. 108 165 1007 1280 of Practice Age in Years 
570 1392 2340 Specialty 
PER CENT 46.5 
Kansas City.. 21.68 25.79 9.2 15.26 Non-Certified 42.8 
Topeka 22.74 21.23 7.54 13.33 General 48.9 
Wichita ..... 26.97 24.03 10.92 16.71 
Rest of State. 28.61 28.95 72.34, . 54.70 Average Age of all Physicians .. 47.0* 
“TOTAL ....100.00 100.00 100.00° © 100.00 “*Not an arithmetical average of above figures, but an 


» average of the ages of all physicians in the state. 
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TABLE XXI 
DISTRIBUTION OF PHYSICIANS BY SCHOOL OF GRADUATION AND BY SPECIALTY 
Physicians 
OTHER KANS. OUT OF 
Status as to Limitation KU SCHOOLS STATE ‘TOTAL 
of Practice NO. os NO. % NO. % NO. % 
Specialty 
135 14.11 4 7.14 239 18.01 378 16.15 
Looe OC 180 18.81 9 16.07 381 28.7 570 24.36 
General Practice ............. 642 67.08 43 76.79 707 53.29 1392 59.49 
957 100.00 56 100.00 1327 100.00 2340 100.00 
TABLE XXII 
DISTRIBUTION OF PHYSICIANS BY SCHOOL OF GRADUATION AS 
PERCENTAGE OF EACH SPECIALIZATION GROUP 
Specialty 
CERTIFIED NON-CERTIFIED General Practice Total 
School NO. % NO. % No. i No. % 
University of Kansas .......... 135 35.7 180 31.6 642 46.12 957 40.90 
Other Kansas Schools ......... 4 1.0 9 1.6 43 3.09 56 2.39 
Out of State Schools .......... 239 63.3 381 66.8 707 50.79 1327 56.71 
378 100.9 570 100.0 1392 100.00 2340 100.00 
TABLE XXIII 
DISTRIBUTION OF PHYSICIANS BY MAJOR GROUPS OF SPECIALTIES 
Specialties 
Physicians SURGICAL MEDICAL OTHER Total 
NO. % NO. % NO. % No. % 
Certified Specialists ............ 173 40.71 139 35.73 66 49.25 378 39.87 
Non-Certified Specialists ....... 252 59.29 250 64,27 68 50.75 570 60.13 
425 100.00 389 100.00 134 100.00 948 100.00 
General: Practices 1392 


considered as medical centers because they have hos- 
pitals of 200 beds or more for general use and because 
they furnish internships and residencies in two or 
more specialties. The rest of the state is pooled into 
a fourth group or category. 

Looking at Table XVIII we see that Wichita has 
the largest number of specialized physicians both 
quantitatively and percentage wise, as compared with 
the other two cities. Kansas City has the fewest num- 
ber of certified specialists. This is more apparent 
when one realizes that of the certified specialists in 


that city, most are located in the University of Kan- 
sas Medical Center. So Kansas City, Kansas, is a city 
of few certified specialists in private practice. People 
in that city often go across the state line to Kansas 
City, Missouri, when they are in need of the services 
of certified specialists because that is where more 
specialists are to be found. 

It is commonly believed that specialization is partic- 
ularly attractive to young men just finishing,|their 
medical education. Table XIX explores this possibility 
in Kansas. We have previously set up ages 30 to 59 
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years as the most effective age range in the practice 
of medicine. This age range includes 86.4 per cent 
of all certified specialists in Kansas, 62.2 per cent of 
all non-certified specialists, and 58.1 per cent of all 
general practitioners. From another point of view it 
is interesting to note that those physicians who are 
specialists (both certified and non-certified) make up 
44.1 per cent of the 30-59 year age group. 

Table XX gives the average age in the three cate- 
gories as to specialization. Those practicing specialties 
are a little younger than those in general practice. 

The University of Kansas School of Medicine 
emphasizes the training of general practitioners. 
Table XXI indicates the tendency of its graduates 
to specialize. Of the University of Kansas graduates 
now in the state, 67.08 per cent are in general prac- 
tice, as compared with 14.11 per cent who are certi- 
fied specialists and 18.81 per cent who are non-certi- 
fied specialists. 

A higher percentage (76.79) of graduates of 
other Kansas schools are in general practice, but this 
is to be expected as they received their training be- 
fore specialization became emphasized as it is today. 

Out of state graduates show 53.29 per cent as 
being in general practice as compared with 46.71 per 
cent who are specialists (both certified and non-certi- 
fied). University of Kansas graduates have tended 
less toward specialization than have out of state 
graduates. 

The data presented in Table XXI have been rear- 
ranged in Table XXII. This shows the proportionate 
distribution of each group of physicians (by school 
of graduation) to the ranks of specialists. All three 
groups make their largest contribution in the non- 
certified group of specialists as compared with those 
who are certified. 

Let us now group the specialists in Kansas into 
three main categories: surgical, medical, and other, 
as shown in Table XXIII. 

Of the 2,340 physicians in Kansas, 948 are con- 
sidered as specialists; 60 per cent are non-certified. 
Of the specialists, 425, or 44.8 per cent, are in the 
field of surgery and its subdivisions; 389, or 41 per 
cent, are in medical specialties; and 134, or 14.2 per 
cent, are in all of the other specialties. Let us break 
the data down further to show the distribution of 
physicians by the field of specialty. 

Table XXIV indicates the number of specialists in 
Kansas (certified and non-certified) in each field of 


specialty. 
Summary 


For the state as a whole, and out of the 2,340 
resident physicians, 948, or 40.5 per cent, regard 
themselves as specialists. Six hundred and seventy- 


THE JOURNAL OF THE KANSAS MEDICAL SOCIETY 


TABLE XXIV 


DISTRIBUTION OF PHYSICIANS BY 
FIELD OF SPECIALTY 


Specialty 


NON-CERTIFIED 


CERTIFIED 


Specialty 


I. Surgical 
1. Surgery 5 
1 

3. Neurostitgety 4 

4. Orthopedic Surgery .. Li 

5. Plastic Surgery ...... 1 

6. Obstetrics 1 

7 0 

8 


. Gynecology 
. Obstetrics and 


Gynecology ....... 22 32 54 
9. Ophthalmology ..... 26 13 39 
10. Otorhinolaryngology . 27 31 58 
11. Ophthalmology plus 

Otorhinolaryngology 6 5 11 
OF 13 16 29 

139 290 389 

13. Dermatology ....... 8 6 14 
14. Internal Medicine ... 64 94 158 
0 3 3 
16. Cardiovascular 


0 
17. Gastroenterology 0 
18; Tuberculosis 0 
20. Psychiatry 6 
21. Neurology: 0 
22. Psychiatry plus 
Neurology ........ 32 15 47 
III. Others 
23. Anesthesiology 
24. Pathology 


25. Clinical Pathology ... 0 0 0 
26. Bacteriology ........ 0 0 0 
30 16 46 
28. Industrial Practice ... 0 1 1 
9 12 21 
378 «570948 
General Practice .......... 1392 
GRAND TOTAL 2340 


five of the specialists, or 71.2 per cent, are located 
in the three principal cities of the state. However, 
these cities only have 21.2 per cent of the state’s popu- 
lation. In these same cities, 675, or 63.6 per cent of 


(Continued on Page 326) 


252 425 
126° 
2 
4 8 
14 31 
4 5 
5 6 
1 
| 
| | 


Cryptococcosis 


Treatment of Two Cases with Stilbamidines 


WIRT A. WARREN, M.D., G. GAYLE STEPHENS, M.D., and 


ERNEST W. CROW, M.D., Wichita 


To 1951 the number of reported cases of systemic 
cryptococcosis approached 220. Thirty-three of these 
patients were still alive to the publication dates. Ten 
more cases have been added as interest in the disease 
increases.? A nearly hopeless prognosis heightens the 
need for an effective therapeutic attack. 

The aromatic diamidines, particularly stilbamidine, 
Propamidine, and diethylstilbesterol, show antimy- 
cotic effects.! In blastomycosis, both cutaneous and 
systemic, the use of stilbamidine has been gratifying.* 
A morphological likeness between this fungus and 
cryptococcus leads one to hope that stilbamidine might 
also be useful in treating cryptococcus infections. 
Miller et al. in 1952 reported using stilbamidine un- 
successfully in three patients with cryptococcosis.’ 
In 1953 these authors reported like results in ex- 
perimental infections in mice.!3 Sensitivity tests are 
not recorded. 

Our two cases were similarly treated, the first main- 
ly with stilbamidine, the second with a presumably 
less toxic derivative, 2 hydroxysti!bamidine. In vitro 
sensitivity tests of these drugs on the organisms were 
obtained in each case. 


Case 1 


History (Obtained from wife): W. M., a 61- 
year-old white male, was admitted to Wesley Hos- 
pital on April 19, 1953. He had been acutely ill for 
five days with persistent frontal headache, fever of 
100 to 103 degrees Fahrenheit, apathy, and drowsi- 
ness. On April 18 a tonic seizure occurred and the 
patient was unconscious for a short time. Following 
this seizure his speech was slurred, and he gradually 
became stuporous. 

The past history was unimportant except for emo- 
tional instability and excessive fatigue for several 
years. He had been examined in a Veterans Admin- 
istration hospital in 1948, but apparently no disease 
was found. 

Physical examination: Temperature was 102 de- 
grees Fahrenheit, pulse rate 80, respiratory rate 20, 
noisy but not labored. 

The patient was emaciated, stuporous, and acutely 
and seriously ill. The pupil of the left eye was dis- 
torted by an old injury, but the right pupil reacted 
normally to light. The right fundus was normal, but 


the left fundus could not be seen. Cervical rigidity 
was marked. Ankle jerks were absent bilaterally. 
There was no Babinski sign, but an Oppenheim sign 
was found on the left. The remainder of the physical 
examination was normal. 

Hospital course and treatment: The patient re- 
mained stuporous and gradually developed spastic- 
ity in the left upper and lower limbs. His tem- 
perature was of a septic type, spiking to 104 degrees 
Fahrenheit daily. Cryptococcosis was suspected from 
the initial spinal fluid examination and was confirmed 
on repeated examination. The organism was also 
recovered from gastric washings. A culture was sent 
to Washington University in St. Louis, and the organ- 


Two cases of systemic cryptococcosis 
are reported which were treated unsuc- 
cessfully with stilbene derivatives. Case 1 
received stilbamidine and _ negligible 
amounts of 2-hydroxystilbamidine. Case 
2 received ONLY 2-hydroxystilbamidine. 
The in vitro sensitivity of these organ- 
isms to 2-hydroxystilbamidine covers a 
wide range of concentrations, but in Case 
2 antimycotic activity is demonstrated. 


ism was identified there also as Cryptococcus neofor- 
mans, 

Initial treatment was supportive and included peni- 
cillin and streptomycin. Stilbamidine was started April 
25. in daily doses of 450 mg. given intravenously in 
1000 cc. of fluid. After four days the daily dose was 
reduced to 300 mgm. for three days, then to 150 
mgm. for six days. On the 14th day 450 mgm. was 
given and on the 15th day 300 mgm. The total 
amount given was 4.35 Gm. A few doses of 2-hy- 
droxystilbamidine were given during the last week 
of the patient’s illness. 

On the day after stilbamidine was begun the tem- 
perature leveled off at 100 to 102 degrees Fahrenheit. 
The spinal fluid cell count decreased, but organisms 
were still present. There was slight temporary im- 
provement in the patient’s mental status, and there 
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appeared to be some clearing of infiltrations found in 
chest x-rays. Later the patient became completely un- 
responsive and unable to move his lower extremities 
or to swallow. The temperature rose to 107 degrees 
Fahrenheit on May 9, 1953, and he died the next day. 
Autopsy was not permitted. 


Significant laboratory findings: Initial white blood 
count 18,900; differential—segs 79 per cent, bands 5 per 
cent, lymphs 16 per cent. 

Spinal fluid examination: 

April 20, 1953—cells 241 per cu. mm., 60% polys, 

40% lymphs 
April 21, 1953—cells 396 per cu. mm., 60% polys, 

40% lymphs 

Pandy test 2+ 
Sugar 54 mgm. % 
Total protein 184 mgm. % 
Chloride 692 mgm. % 
Colloidal gold 0122333100 
April 22, 1953—cells 393 per cu. mm., 78% polys, 

22% lymphs 
April 23, 1953—cells 310 per cu. mm., 69% polys, 

31% lymphs 
April 25, 1953—cells 340 per cu. mm., 70% polys, 

30% lymphs 
April 28, 1953—cells 62 per cu. mm., 23% polys, 

77% lymphs (3 days after starting stilbamidine) 


Case 2 


History: The patient was a 59-year-old white male 
admitted to Wesley Hospital on May 9, 1955, with 
a chief complaint of headache. He had been seriously 
disabled for 25 years with chronic tophaceous gouty 
arthritis; polycythemia vera had existed since 1946; 
and he also had chronic pyelonephritis with hydrour- 
eter and hydronephrosis. He had been taking corti- 
sone 25 mgm. three times daily for two years and 
probenecid 0.5 Gm. twice daily for six months. 

One week prior to admission the patient developed 
a severe frontal headache with occipital radiation. 
This was constant and steadily increased in intensity. 
The day of admission fever, slight confusion, and 
blurring of vision were noted. 

Physical examination: Temperature was 100.4 de- 
gtee Fahrenheit, pulse rate 120, respiratory rate 24, 
blood pressure 145 /90. 

The patient was confused and complained bitterly 
of headache. There were tophi on eats, elbows, knees, 
and fingers with accompanying joint deformity. Ten- 
don reflexes were hyperactive but equal. There was 
no nuchal rigidity, and the remainder of the physical 
examination was normal. 

Hospital course and treatment: -On admission a 
diagnosis of encephalitis was considered. Spinal punc- 
ture showed an initial: pressure of 300 mm. of water 


with a clear spinal fluid: The spinal puncture gave 


the patient much relief. The usual dosage of corti- 
sone was continued, and aspirin was given for pain. 

During the next five days there was sufficient 
symptomatic improvement to allow the patient to be 
up in his room. On May 15, 1955, he again became 
lethargic and developed diplopia. He remained thus 
for two weeks—the body temperature never being 
more than 100 degree Fahrenheit. 

The second spinal fluid on May 17, 1955, showed 
a yeast-like organism which we thought was a con- 
taminant. Culture of the third fluid on June 1, 1955, 
again demonstrated this organism which proved to be 
Cryptococcus neoformans. This culture was sent to 
the U. S. Public Health Laboratory in Kansas City, 
where the diagnosis was confirmed. 

On June 1, 1955, the patient had a transient epi- 
sode of unconsciousness. After the spinal tap this 
quickly disappeared. The spinal fluid pressure was 
then 340 mm. of water. On June 2, 1955, we started 
2-hydroxystilbamidine in a daily dosage of 250 mgm. 
given intravenously in 500 cc. of fluid. This was 
continued until the patient’s death on June 16, 1955. 
He was also given sulfadiazine 2.0 Gm. initially, fol- 
lowed by 1.0 Gm. every four hours for two days, then 
2.0 Gm. every four hours. Six drops of saturated solu- 
tion of potassium iodide were given three times 
daily. 

Ne particular change in his condition was noted 
until June 9, 1955, at which time lethargy was 
marked, and there was weakness of the left lateral 
rectus and right facial muscles. A Babinski sign first 
appeared on the right and by June 15 was bilateral. 
Difficulty in swallowing was followed by coma, and 
he died on June 16, 1955. 


Significant laboratory findings: May 9, 1955, blood 
urea nitrogen 57 mgm. per cent, serum uric acid 14.8 
mgm. per cent. 

Spinal fluid examination: 

May 9, 1955—cells 450 per cu. mm., 51% polys, 

49% lymphs 

Pandy test + 
Sugar 57 mgm. % 
Total protein 123 mgm. % 
Chloride 687 mgm. % 
Colloidal gold 0122221000 
May 17, 1955—cells 111 per cu. mm., 50% polys, 

50% lymphs 
June 1, 1955—cells 114 per cu. mm., 55% polys, 

45% lymphs 
June 14, 1955—cells 3,567 per cu. mm. 


Chest x-ray revealed a small annular shadow at the 
left base. This had been noted on a film in February 
1955 but had not significantly changed. 

At autopsy there were tubercle-like nodules on the 
dura and pia arachnoid over the brain and spinal 
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cord. These lesions contained cryptococci as did an 
area of abscess in the lung. 


Discussion 


Since the first recognition of cryptococcosis nearly 
50 years ago, the search for a reliable treatment has 
been in vain.1® Carton, in a very complete review, 
lists 34 chemicals and two physical methods which 
have been tried.2 These include antiseptics, dyes, 
biologicals, heavy metals, vitamin D, thymol, and 
antibiotics. Some important experimental work was 
done by Kligman and Weidman in 1948.° In vitro 
studies were made with a great variety of agents 
which included fatty acids, sulfonamides, naphtha- 
quinones, thiocarbamate derivatives, antibiotics, and 
certain members of the stilbene family. Appreciable 
inhibitory effects were observed from certain quinones, 
thiocarbamates, and antibiotics. Of the latter group 
actidione seemed to be almost specific for Cryptococ- 
cus neoformans. However, when this antibiotic (or 
any of the other agents) was given to mice, before or 
after intraperitoneal inoculation with the fungus, it 
invariably failed to prevent or overcome the infection. 

Reports disagree concerning the effects of penicil- 
lin. Dawson et al. include the Cryptococcus in a list 
of organisms susceptible to penicillin ;> Hamilton and 
Thompson report the case of a patient who died, but 
in whom they felt that penicillin partially reversed 
laboratory findings.? Others have found penicillin to 
fail completely. 

Sulfadiazine has perhaps been used more in this 
disease than any other drug excepting iodides, but 
aside from the one evident cure of Marshall and 
Teeds, there have been no apparent beneficial ef- 
fects. 

Terramycin was used unsuccessfully in one case, 
while intrathecal tyrocidine produced a remission of 
at least nine months in another case. 

Intravenous alcohol 5 per cent is said to have pro- 
duced good results in one case; however, this was an 
atypical one, and we are aware of no follow-up. 

Actidione (cycloheximide), an antibiotic produced 
by Streptomyces griseus, has been intensively investi- 
gated. Carton treated four cases with it; none has 
been cured, but two patients were alive and seeming- 
ly improved at the time of the report.? Wilson and 
Duryea treated a case with actidione and the symp- 
toms were wholly arrested, and spinal fluid became 
sterile, and the patient was well 20 months later.!7 

Because of the antimycotic activity of stilbamidine 
and its clinical usefulness in blastomycosis, we chose 
to try it (and later the 2-hydroxy derivative) in the 
treatment of our two cases of systemic cryptococcosis. 
The in vitro sensitivity studies on the organism iso- 
lated in each of these cases is as follows: 


Case 1 Agent Case 2 
Inhibition of growth —Stilbamidine Not tested 
at 1000 mcg. perce. 


No inhibition up to 2-hydroxystil- _ Inhibition of 


10,000 mcg. per cc. bamidine growth at 20 

mcg. per cc. 
Resistant Penicillin Resistant 
Resistant Streptomycin Resistant 
Resistant Aureomycin Resistant 

Resistant Chloromycetin Resistant © 
Resistant Terramycin Resistant 
Resistant Gantrisin Resistant 
Resistant Triple sulfas Resistant 
Resistant Sulfamerazine Resistant 
Resistant Polymixin B Resistant 
Resistant Bacitracin Resistant 
Not tested Erythromycin Resistant 
Not tested Furadantin Resistant 
Not tested Neomycin Resistant 
Not tested Achromycin Resistant 
Somewhat sensitive Sulfadiazine Resistant 
Somewhat sensitive  Sulfathiazole Resistant 


From the sensitivity tests we conclude that a clini- 
cal response to stilbamidine or 2-hydroxystilbamidinc 
in Case 1 would be highly unlikely, yet a slight tran- 
sient improvement did occur; whereas our studies 
in Case 2 allowed hope for benefit, since a concentra- 
tion of 20 mcg. /cc. is attainable in body fluids; none- 
theless this patient showed no clinical response. (Of 
some interest here is the fact that Case 2 got large 
doses of sulfadiazine in addition to 2-hydroxystilbami- 
dine. ) 

The fairly good degree of sensitivity shown by 
the organism of Case 2 in the im vitro tests sug- 
gests that 2-hydroxystilbamidine has antimycotic 
action and merits further study. Its use in another 
deep mycocis, coccidioidomycosis, has recently been 
reported by Snapper et al.'* 


Wirt A. Warren, M.D, 
209 Derby Building 
Wichita, Kansas 


G. Gayle Stephens, M.D. 
1363 Arrowhead Drive 
Wichita, Kansas 


Ernest W. Crow, M.D. 
2721 Boulevard Plaza 
Wichita 16, Kansas 
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Abdominal Pregnancy 


Report of Successful Management of One Case 


L. W. PATZKOWSKY, M.D., Kiowa, M. D. CHRISTENSEN, M.D., Kiowa, 


and J. F. SIMON, M.D., Alva, Oklahoma 


The following report of a rare surgical entity is 
presented in the hope that it will be of interest and 
may be of benefit to physicians who have not en- 
countered the problem of managing a case of ab- 
dominal pregnancy. 

The patient, a 42-year-old nulliparous white female, 
was first seen by us on June 15, 1953. Her chief com- 
plaint was intermittent and cramping pain in the left 
lower quadrant of the abdomen. She had first had the 
pain two weeks previously. She reported her most 
recent menstrual periods as having begun on April 
5, 1953, and on May 1, 1953. 

A physician she saw on June 1, 1953, related her 
symptoms to the beginning of the menopause and 
prescribed oral estrogen as symptomatic relief. After 
taking four or five doses of the medication, she be- 
came nauseated and developed severe anorexia, pain, 
and cramping in the left lower quadrant, progressively 
severe. 

The patient reported to us that she “had never been 
able to get pregnant,” in spite of the fact that no 
contraceptive devices had been used. She gave no his- 
tory of gynecological infection and felt that she had 
always been in good health. Two years previously she 
had undergone surgery for removal of a mole on the 
left lower leg. She reported that the mole was diag- 
nosed as malignant. The family history was non- 
contributory. 


Physical Examination 


The patient was well developed, well nourished, 
and appeared to be the stated age. Her temperature 
was 99.6 degrees, and blood pressure was 110/70. 
Mucous membranes and skin appeared pale and sal- 
low. Her attitude was that of a depressed person, but 
she did not appear to be acutely ill. 

Palpation of the abdomen revealed a mass in the 
left lower quadrant approximately 6 by 6 cm. It was 
fixed and soft, and the entire quadrant was tender 
to palpation. 

On pelvic examination the vaginal vault was found 
to be filled with a profuse, foul smelling, dirty gray 
discharge. The cervical os was small and round with 
some erosion and was apparently the source of the 
discharge. The cervix itself was innocent in appear- 
ance. The uterus was about twice normal size and 
seemed softer to palpation than normal. The right 


adnexa was free but tender, and the left adnexa was 
examined with difficulty because of extreme tender- 
ness. It was the examiner's impression that the mass 
was adjacent to the left tubo-ovarian region. 

On vaginal-rectai-abdominal examination the uter- 
us, although enlarged, could be distinguished from 
the mass in the left lower quadrant. 

Laboratory examination revealed hemoglobin 59 
per cent; red blood count 3,440,000; white blood 
count 8,000; Wassermann negative, and urinalysis 
negative. 


Experience with one patient leads to 
the conclusion that a physician should 
suspect pregnancy in any female of 
childbearing age with abnormal bleed- 
ing, anticipate hemorrhage in the disrup- 
tion of an abdominal pregnancy, and 
avoid removal of the placenta from its 
attachment if hemostasis is secure, 


Pregnancy was considered, but a conservative regi- 
men was chosen for two reasons: (1) The patient had 
never before conceived; (2) The symptoms of fever 
and profuse vaginal discharge pointed strongly to an 
inflammatory or malignant mass in the left tubo- 
ovarian region. In addition, she was anemic:and in 
need of physical rehabilitation before surgery. 

She was given antibiotics, B,», and iron. After sur- 
prising improvement on those medications, she was 
admitted to the hospital for surgery on July 7, 1953. 
Examination at that time showed that the mass had 
almost doubled in size, making surgery imperative. 

Urinalysis on the morning of surgery revealed a 
two plus qualitative Benedict’s test, but a fasting 
blood sugar revealed 110 mgm. per cent of glucose. 


Surgery 

The abdominal cavity was entered through a 10 cm. 
lower midline incision. A fixed, soft membranous 
mass containing fluid was found in the left lower 
quadrant. It was attached to the lateral wall of the 
abdominal cavity and adherent to the mesentery and 
small bowel posteriorly, the cul-de-sac and sigmoid 
inferiorly, and to the broad ligament and the posterior 


304 


a | 
| 
| 
| 
| 
} 
i 
‘ 
- 
j 
>, 


MAY, 1957 


portion of the uterine fundus anteriorly. The mass 
measured approximately 10 by 10 cm. 

On palpation of the mass, the uterus was antiflexed. 
This ruptured the cystic mass and brought forth an 
almost exsanguinating hemorrhage, difficult to con- 
trol because of a bloody field and friable tissues. To 
combat shock, 1,000 cc. of whole blood was started. 

A fetus measuring 14 cm. was taken from inside the 
amniotic sac, the cord was ligated and severed, and 
loose fragments of placental tissue were removed. 
Ligatures were useless in this friable mass of placental 
tissue. A large curved hemostat, which apparently con- 
tained the base of the implantation on the lateral wall 
of the abdomen, was left in place. Gelfoam packs were 
placed in the cul-de-sac, and a large pack was loosely 
placed posterior to the uterus, allowing about one- 
half of the pack to protrude, along with the hemo- 
stat, through the distal part of the abdominal incision. 
When hemostasis was secure, the abdominal incision 
was closed in the usual manner. 


Postoperative Course 


The patient was returned to her room in fair con- 
dition. Blood volume was replaced, and she was given 
antibiotics and fluids. These, with general supportive 
measures, contributed to an uneventful postoperative 
course. The pack was removed on the third post- 
operative day, and the hemostat was removed on the 
fourth postoperative day. 

A fecal fistula developed on the 11th postoperative 
day. Neomycin therapy was instituted, and four days 
later the fistula closed spontaneously. 

The patient was discharged on her 20th hospital 
day. She was ambulatory, and her abdominal incision 
was well healed except for the lower part which re- 
quired dressings for the following three weeks. She 
enjoyed complete recovery. 


Conclusion 


Our experience with this patient leads us to con- 
clude that a physician should (1) suspect pregnancy 
in any female of child bearing age with abnormal 
uterine bleeding; (2) anticipate hemorrhage in the 
disruption of an abdominal pregnancy; (3) avoid 
removal of the placenta from its attachment if hemos- 
tasis is secure. 

Abdominal pregnancy is a rare entity occurring 
once in about 12,500 pregnancies, 3 to 1 times more 
often in Negroes than in white women. The patho- 
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genesis is apparently that of tubal pregnancy precipi- 
tated by an underlying chronic salpingitis. As in this 
case, the highest incidence is in primigravidae who 
may or may not give a history of pelvic inflammatory 
disease. 

Perhaps the tubal pregnancy is aborted, or partially 
aborted, to attach itself to any organ or viscus in the 
abdomen. It is apparent that some of the choronic villi 
must retain their integrity while the secondary site is 
being invaded. The tubal rupture is thought to occur 
between the third and fourth month of gestation. 

Lower abdominal pain is an outstanding symptom. 
Other symptoms are nausea, vomiting, syncope, and 
shock, depending on the amount of bleeding that oc- 
curs at the time of rupture. Symptoms, except for lack 
of menstruation, may be absent for a time. At about 
five months gestation, the patient develops painful 
fetal movements, and it is during this time that fetal 
bones can be outlined by x-ray for study of the position 
of the fetus. It is interesting to note that the uterus 
will be enlarged to about three times its normal size 
and show decidual reaction. 

After a positive diagnosis has been reached, there 
is no reason for delaying surgery. Spontaneous rup- 
ture of the sac may result in an exsanguinating mater- 
nal hemorrhage. 

There is apparently no one method of managing 
the placenta that is adaptable to every situation the 
surgeon may encounter. However, since there is no 
apparent danger in leaving the placenta intact, that 
may be done. 

It is important to conserve maternal blood and to 
have at least 1,000 cc. of compatible blood available 
for transfusion. 

Closing the abdomen with or without drainage is 
controversial and must be left to the surgeon at the 
time of operation. 
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PRESIDENT’S PAGE 


Dear DocrTor: 


Truly, it would be presumptuous to assume that momentous achievements shall be 
accomplished in the short period of one year. 

A gifted surgeon-teacher once said, “Your sutures are merely a hint to nature, sug- 
gesting where to start the healing process.” So, it in no manner disregards the high 
honor, nor belittles the responsibilities nor the importance of his office, when one con- 
fesses he can only hope to “hint’’ at important activities for his organization. 

For this 99th year of the Kansas Medical Society there are many tasks to challenge 
our mettle. 


—Item: 


—Item: 


—Item: 


—Item: 


—Item: 


—Item: 


That product of years of “blood, sweat and tears,” the amazing final accom- 
plishment of a sound medical practice act and basic science law. Unbelievably, 
they are fact and in force. They are yet to be implemented, put into gear, and 
set into operation. 

The great responsibility of the medical profession to take positive action to 
help curtail the slaughter on the highways that takes a human life every 14 
minutes, produces a serious injury every 24 seconds, 24 hours a day. 

The continuing responsibility to expand and develop Blue Shield, to further 
aid our patients to meet the difficult economic problems of illness; to further 
enlighten and familiarize our membership with the philosophy, aims, and tre- 
mendous value of Blue Shield to the American public and, therefore, also and 
incidentally, to ourselves. 

The tremendous need for psychiatric services which can be available to our 
patients and which can be obtainable within their financial capacities. Coupled 
with this, the great need for psychiatric orientation and understanding on the 
part of the profession as a whole, as well as closer liaison with, and a better 
understanding of, the problems of the rest of the profession, on the part of the 
doctor who specializes in psychiatry. 

The problem of emphasizing to the profession in Kansas the vital importance 
of the American Medical Education Foundation and the urgent need for our 
active support. 

The day by day operation of one of the most vigorous, active, individualistic, 
and aggressive of all the state medical societies. 


Not to mention the long list of many and various tasks that are pressing for the atten- 
tion of the conscientious energetic committees which are the real, functioning, produc- 
tive machinery of our organization. 


Humbly yours, 


President 
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EDITORIAL COMMENT 


Uniform Narcotics Act 


On July 1, 1957, Kansas will have in effect a new 
act controlling narcotic drugs. This is in compliance 
with the recommended federal act and is known as 
the Uniform Narcotic Drug Act. It is a rather long 
bill, carefully regulating a great many possible situa- 
tions of which this summary will consider only those 
of interest to medicine. The bill also regulates use of 
narcotics by the dentist, the veterinarian, the man- 
ufacturer, the wholesaler, the pharmacist, etc. 

‘Physician’ shall mean any person authorized 
by law to treat sick and injured human beings in 
this state and to use narcotic drugs in connection 
with such treatment.” The law makes no change in 
who is licensed to use narcotics. Everyone currently 
licensed to prescribe narcotics may do so in the 
future. No new privileges are granted. 

‘Narcotic drugs’ means coca leaves, opium, can- 
nabis, isonipecaine, amidone, isoamidone, ketobe- 
midone and every other substance neither chemically 
nor physically distinguishable from them; any other 
drugs to which the federal narcotic laws may now 
apply; and any drug found by the state board of 
pharmacy and the state board of health, after reason- 
able notice and opportunity for hearing, to have an 
addiction-forming or addiction-sustaining _ liability 
similar to morphine or cocaine, from the effective 
date of determination of such finding by said state 
board of pharmacy and state board of health.” 

It will be noted that anything that the federal 
narcotic laws list as narcotics or whatever the state 
board of pharmacy and the state board of health list 
as narcotic drugs will come under this act. 

The act states that a pharmacist in good faith may 
sell and dispense narcotic drugs to any person upon 
a written prescription of a physician, dentist, or vet- 
erinarian, dated and signed on the day issued and 
bearing the full name and address of the patient 
for whom the drug is dispensed, and the full name, 
address, and registry number under the federal nar- 
cotic laws of the person prescribing. The person fill- 
ing the prescription shall write the date of filling 
and his own signature on the face of the prescrip- 
tion. The prescription shall be retained on file by the 
proprietor of the pharmacy in which it is filled for 
a period of two years, so as to be readily accessible 
for inspection by any public officer or employee en- 
gaged in the enforcement of this act. The prescrip- 
tion shall not be refilled. 

The act then says that such narcotic drugs possess- 
ing little or no addiction liability and which are so 
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listed by the federal laws may be dispensed upon an 
oral prescription. 

Even then a pharmacist “. . . may sell to a physi- 
cian, dentist, or veterinarian, in quantities not ex- 
ceeding one ounce at any one time, aqueous or oleag- 
inous solutions of which the content of narcotic 
drugs does not exceed a proportion greater than 20 
per cent of the complete solution, to be used for 
medica! purposes. A physician or a dentist, in good 
faith and in the course of his professional practice 
only, may prescribe, administer, and dispense nar- 
cotic drugs, or he may cause the same to be admin- 
istered by a nurse or interne under his direction and 
supervision.” 

Exempted is the selling, or dispensing at retail, 
of any medicinal preparations that contain in one 
fluid ounce, or if a solid or semi-solid preparation, in 
one avoirdupois ounce, not more than one grain of 
codeine or of any of its salts, or not more than one- 
sixth grain of dihydrocodeinone or any of its salts, 
provided that the preparation shall contain, in addi- 
tion to the narcotic drugs, some other drug confer- 
ring upon it medicinal qualities and provided that it 
is used in good faith as a medicine. Every physician 
must keep a record of narcotic drugs received by him 
and a record of all such drugs administered, dis- 
pensed, or professionally used by him other than by 
prescription. 

An exception is that “. . . no record need be kept 
of narcotic drugs administered, dispensed, or pro- 
fessionally used in the treatment of any one patient, 
when the amount administered, dispensed, or profes- 
sionally used for that purpose does not exceed in any 
48 consecutive hours (a) four grains of opium, or 
(b) one-half of a grain of morphine or of any of its 
salts, or (c) two grains of codeine or of any of its 
salts, or (d) one-fourth of a grain of heroin or of 
any of its salts, or (e) a quantity of any other nar- 
cotic drug or any combination of narcotic drugs that 
does not exceed in pharmacologic potency any one 
of the drugs named above in the quantity stated.” 

The patient may lawfully possess narcotic drugs 
only in the containers in which they are delivered 
to him by the person selling or dispensing the same. 

All narcotic drugs which are not lawfully owned 
shall be forfeited and disposed of by the secretary of 
the state board of health. 

On the conviction of any person in violation of 
this act, the licensing board under which he practices 
shall be ordered to revoke his license, which may be 
reinstated only upon proper showing and for good 
cause. 

The law states that information communicated to 
a physician in an effort unlawfully to procure a nar- 
cotic drug, or unlawfully to procure the administra- 
tion of any such drug, shall not be deemed a privi- 
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leged communication. It then sets a number of penal- 
ties for violations and states that cities of the first, 
second, and third classes may adopt ordinances, not 
in conflict with this act, for the purpose of controlling 
traffic in narcotic drugs within their corporate limits. 

Also becoming a law on July 1, 1957, is a new 
act controlling “. . . (a) the salts and derivatives of 
barbituric acid or compounds or preparations or mix- 
tures thereof; (b) amphetamine, its salts and deriva- 
tives or compounds, preparations or mixtures there- 
of; and (c) other drugs or compounds, preparations 
or mixtures thereof which the state board of health 
shall find and declare by rule or regulation duly pro- 
mulgated after reasonable public notice and oppor- 
tunity for hearing to have a dangerous hypnotic, 
somnifacient or stimulating effect on the body of a 
human or animal; except that the term ‘drug’ shall 
not include any drug the manufacture or delivery of 
which is regulated by the narcotic drug laws of this 
state.” As used in this act a “dangerous drug” means 
one that is unsafe for use except under the supervi- 
sion of a practitioner because of its toxicity or other 
potentiality for harmful effect, method of use, or 
collateral measures necessary to use. The words ‘‘som- 
nifacient” and ‘stimulating’ as used in this act 
shall have the meaning attributable in standard med- 
ical lexicons. 

This act authorizes the board of health to promul- 
gate necessary regulations for the administration and 
enforcement of this act. It provides for penalties for 
violations, requires records of purchases to be kept 
for two years, and declares that a telephone pres- 
cription “‘shall be promptly reduced to writing . . .” 
and that it may not be refilled “unless such refilling 
is specifically authorized by the prescriber.” 

The term “practitioner” is defined as “any person 
authorized by law to prescribe and administer drugs, 
as herein defined, in the course of his professional 
practice; professional practice of a practitioner means 
treatment of patients under a bona fide practitioner- 
patient relationship.” Therefore, as in the previously 
described act, no new practice privileges are con- 
ferred. 


Soviet Medicine 


In a recent issue of Problems of Communism, a 
magazine published by the U. S. Information Agency, 
there is an article entitled “The Soviet Doctor's Di- 
lemma” by Mark G. Field, an American sociologist 
who is with the Russian Research Center at Harvard. 
The article states that the Ministry of Health has 
established that a physician must see not less than 
six patients an hour and spend not more than ten 
minutes with each patient. Surgeons examine ten 
patients per hour, obstetricians six, otolaryngologists 


eight, and dentists two. One house call is considered 
the equivalent of three office visits. 

Even this amount of time is not entirely spent with 
the patient. Of the ten minutes allowed for each 
patient, a period of eight minutes is required for the 
necessary paper work, and something under two 
minutes is devoted to listening to a description of 
symptoms and the examination. 

Mr. Field visited the U.S.S.R. last summer in com- 
pany with Paul Dudley White, M.D., of Boston. In 
this report Mr. Field says the ordinary patient puts 
up with a great deal of bureaucratic inefficiency and 
indifference and with all kinds of deficiencies and 
shortages. The emphasis is all on keeping the work- 
ing man at his job, so physicians are forced to be 
more like policemen than like doctors, and they work 
in overcrowded facilities and often lack the most 
common medicines. However, even at this, medical 
services have improved in the last few years. By the 
end of 1955 there were 1,290,000 hospital beds and 
334,000 doctors in Russia. 

Mr. Field says, ‘The Soviet hero is not the healer 
but the man who builds machinery for industry or 
the one who ‘fights’ for the cause. By the same token, 
the financial rewards which doctors can command 
generally compare unfavorably with those of govern- 
ment officials or skilled industrial workers. At the 
Kharkov Electro-Mechanical Plant I was told that 
most qualified workers earned approximately 2,000 
rubles a month. The average physician’s salary was 
reported to be about 750 rubles to 800 rubles a 
month. 

“A doctor is also at a relative disadvantage when 
it comes to obtaining housing and furnishings. Hous- 
ing, fer example, is assigned first to party and other 
officials, then to technical and other specialists. Only 
what is left over is available to physicians. 

“It is interesting to note that in the Soviet Union 
medicine has become a woman’s occupation. About 
seven to eight out of ten doctors are women.” 


Heedless Horsepower 


In the year 1956, the Age of the Automobile 
came into its own. A multibillion dollar highway 
development program was passed by Congress, as- 
suring the motoring public of wider, longer, straight- 
er roads in the years to come. Automobile manufac- 
turers fashioned dreams of steel; powerful, sleek, 
multicolored models with push-botton operation from 
dashboard to tail-light. And, the nation’s drivers 
made certain that accident statistics came of age, too. 

They killed, maimed, crippled and destroyed more 
men, women, children and property than ever be- 
fore. While we began to blueprint America’s vast 
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highway network of the future, heedless horsepower 
ran rampant on the roads of the present . . . warm- 
ing up for the greater days that lie ahead. 

From our statistical vantage point, we can see at 
a single glance every one of the accidents that oc- 
curred on our highways in 1956. We can see cars 
spinning out of control on wet or icy roads, pedes- 
trians struck down as they cross against the light, 
weary, drunk, or inconsiderate drivers, gambling 
their reflexes against their lives . . . or the lives of 
others. We see the reckless young, dashing to a date 
with eternity; the careless old, spinning to disaster 
in an automobile that hasn’t been checked in years. 
State by state, day by day, we can call off the grisly 
roll: 40,000 deaths, almost 6 per cent more than 
1955; 2,368,000 injuries, up almost 10 per cent over 
1955. One in every 70 Americans a statistic . . . a 
pain-wracked survivor, or a name in the obituary 
column. 

But as we survey this appalling panorama, one 
pattern immediately stands out. It is a straight road 
on a clear day. Conditions perfect. A car that re- 
sponds instantly to the driver’s touch. One after an- 
other they zoom by; unthinking, unreflecting, letting 
heedless horsepower rush them to the unexpected 
accident that waits just down the road. 

Heedless horsepower. It is a chronic disease of the 
Age of the Automobile. Its symptoms are many and 
various. The heavy foot on the accelerator; the eye 
fixed on the climbing speedometer; the hand on the 
horn;.the mind idling while the car is in high. This 
is what we see im the vast majority of cases, as the 
grim spectacle of last year’s accidents unfolds. 

Over the past 30 years, many attempts have been 
made to embody safety in motor vehicle design and 
equipment. There can be no doubt that all steel 
bodies, safety glass, seat belts, padded instrument 
panels, power brakes have made automobiles less 
lethal to their occupants. However, all these safety 
devices are nullified by any combination of speed 
plus carelessness, thoughtlessness and lack of consid- 
eration. 

The disease of heedless horsepower is highly con- 
tagious. It can be spread by an irresponsible word, 
an inflated claim, a careless example. And everyone 
who is in a position to influence drivers should learn 
that horsepower, in the hands of the heedless, is 
the fundamental cause of our ever-mounting toll of 
disaster. 

However, it is the driver, not the manufacturer, 
the advertiser, or the salesman who must bear the 
greatest weight of blame. For it is the driver who 
can control the horsepower and use it safely for his 
greater ease and convenience. It is the driver who is 
lectured to, legislated at, prayed for, preached to 

. in every medium of public expression known 
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to man. And it is the driver who nods sagely, prom- 
ises readily, and forgets everything but his sense of 
overwhelming power when he steps on the gas. 

Now we stand looking down on the widespread 
montage of the American highway of 1957. Already, 
heedless horsepower has taken its toll. But every 
year we get another chance to learn by experience, 
to profit from the deadly mistakes of the past. Slow 
down. We want to write to you . . . not about you 
next year—The Travelers Insurance Companies, 
Hartford, Connecticut 


Radiological Society Elects 


A meeting of the Kansas Radiological Society 
was held in Kansas City in February, and the follow- 
ing officers were elected for the year: president, 
Dr. G. Sherman Ripley, Jr., Salina; vice-president, 
Dr. Louis G. Allen, Kansas City; secretary, Dr. James 
R. Stark, Wichita; counciior to the American College 
of Radiology, Dr. Charles M. White, Wichita; alter- 
nate councilor, Dr. A. M. Cherner, Hays. 


Research in Cancer Chemotherapy 


Cooperative studies in human cancer chemotherapy 
were begun recently by investigators at the Univer- 
sity of Kansas School of Medicine and personnel of 
eight other teaching institutions. Initial studies will 
be on chronic leukemias and selected types of ma- 
lignant growths. The work in Kansas will be done 
under a grant of $106,639 recently provided by the 
National Institutes of Health. 

Workers on the campus in Kansas City will be 
Dr. Sloan Wilson, associate professor of medicine 
and oncology and head of the hematology section, 
and Dr. William E. Larsen and Dr. John Christian- 
son, associates in the department of medicine. 

Plans for the work were outlined at meetings held 
recently in New Orleans, Atlanta, and Miami. It is 
felt that the cooperative studies will develop more 
data in six months than could be developed in sev- 
eral years if each school were working independently. 
There are approximately 10,000 compounds to be 
tested in animal experiments before they can be tried 
on human subjects. 

Working with the Kansas school on the project 
are the University of Mississippi, the Medical Col- 
lege of Alabama, the University of North Carolina, 
the Medical College of Virginia, the University of 
Miami, Washington University, Duke University, 
and Emory University. 


Of drivers in 1956 highway accidents, 96.7 per 
cent had more than one year’s driving experience. 
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an entirely new, readily soluble, 


single sulfonamide exhibiting 


excellent antibacterial action 


E at radically reduced dosage 
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LOW DOSAGE: a total maintenance dose of only 2 tablets 
daily. 

SOLUBILITY: prompt absorption, ready diffusion into body 
fluid and tissue. 


PROLONGED ACTION: therapeutic blood levels within 
the hour, blood concentration peaks within 2 hours—5-10 mg. 
per cent blood levels persist 24 hours after a single oral dose 
of 1 Gm. 


BROAD-RANGE EFFECTIVENESS: Kynex is particularly 
efficient in urinary tract infections due to sulfonamide-sen- 
sitive organisms, including E. coli, Aerobacter aerogenes, 
paracolon bacilli, streptococci, staphylococci, Gram-negative 
rods, diphtheroides and Gram-positive cocci. 


U.S. PAT. OFF. 


SAFETY: KyNex offers a margin of clinical safety based on 
low required dosage, solubility, slow excretion rate. Although 
KYNEX Sulfamethoxypyridazine is a sulfonamide derivative 
and the usual precautions regarding such drugs should be 
observed, the low daily dose of 1.0 Gm. is all that is required 
for therapeutic blood levels. No increase in dosage is recom- 
mended. 

CONVENIENCE: The lowadult dose of i Gm. (2 tablets) per 
day offers optimal convenience and acceptance to patients. 


TABLETS: Each contains 0.5 Gm. (7% grains) sulfamethoxy- 
pyridazine. Bottles of 24 and 100. 


SYRUP: Each teaspoonful (5 cc.) contains 250 mg. sulfa- 
methoxypyridazine. Bottle of 4 fl. oz. 


LEDERLE LABORATORIES DIVISION, AMERICAN CYANAMID COMPANY, PEARL RIVER, NEW YORK U Lecierte J 
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“Nature produces diseases and their antidotes. 
The pharmacist prepares and compounds, but 
the physician alone interprets symptoms, seeks 
out their causes and devises the cure. Unless sure 
of his remedy, it is as criminal to give it to a 
beggar as to a prince. ... 

“That wisdom is better than rubies has gone 
unchallenged for 30 centuries, until today the 
proverb is doubly true, for the wisdom of the 
present includes more perfect knowledge of the 
causes and control of diseases than was attained 
in any age of all the past. As a correct use of the 
facts now known to science would prevent most 
cases of sickness, and annually save millions of 
lives, how important that the masses be taught 
until everywhere the incantations of the voodoo 
shall give way to germicides, the darkness of 
superstition to the light of biology flooding the 
world. 

“To remain in the front rank of the world’s 
benefactors, the physician, too, must add to the 
sum of useful knowledge in terms that can be 
understood. ‘All that a man hath will he give 
for his life,’ and he should no longer be barred 
from knowing himself, from acquiring the best 
possible knowledge of physiology and hygiene, 
and from learning to outwit and destroy the 
micro-organisms that would make of him their 

rey. 

. The doctor has stood aloof from the 
people too long, to their anxious inquiries has 
replied in an unknown tongue, and mystified 
what should have been made plain, until it is 
not wholly his own fault that the average indi- 
vidual knows less cf himself than of almost 
everything else. You may doubt this statement, 
or say that it is not true, but the trainloads of 
patent dopes, the worse than worthless nostrums 
marketed annually, and the golden harvests gath- 
ered all the year by advertising charlatans, prove 
that it is true; ... 

“Education is the only remedy. Encourage 
study. Dissemiriate knowledge. Let all be in- 
formed upon sanitation and the nature of the 
more common maladies, and there will come 
ability to discern between quackery and skill, 
between the false and the true. And the physi- 
cian’s usefulness will keep pace, always, with the 
advance. Indeed, it is only where there is this 


intelligence that he can have the unswerving con- 
fidence of the patient and his friends, that co- 
operation in emergencies, so essential to the 
highest success in long and desperate combats 
with disease. 

“A strictly scientific classification has not been 
attempted. As far as possible, plain, simple lan- 
guage has been used, and technical terms avoided. 
It is not expected that anyone, not possessed of 
special knowledge and experience, will attempt 
to treat the more serious forms of disease, but 
that the information here given will prove most 
valuable in preventing sickness, in accidents and 
other emergencies, and by enabling all to better 
cooperate with the physician in his best efforts 
to save life. If the work adequately meets, as 
we trust it will, the needs of those for whom it 
was written, we shall not consider that our long 
and laborious task has been in vain.” 

We are apt to think that the present-day dis- 
semination of medical and scientific facts to the 
public through the medium of books, magazines 
and addresses is a new development; that we are 
exploring a new path in public relations for med- 
icine. Such, however, is not quite the case. The 
foregoing quotations are from the introduction 
to a treatise* of over 800 pages, written for the 
general public by eleven physicians** and one 
dentist} who were members of the faculty of 
the old Kansas Medical College—the medical 
school of Washburn College, in Topeka. Under 
the editorship of W. E. McVey (who was also 
editor of the JoURNAL and secretary of the Kan- 
sas Medical Society at the time), the book was 
published by Herbert S. Reed, of Topeka, in 
1900. It bears testimony to the fact that these 
faculty members were not unmindful of a te- 
sponsibility in addition to that of treating pa- 
tients and teaching medical students, and they 
devoted a considerable effort—the “long and 
laborious task” —toward fulfillment of that obli- 
gation. It makes interesting reading —O.R.C. 


* The Human Machine: Its Care and Repair. 

** Ida C. Barnes, Louis C. Duncan, B. D. Eastman, 
Joseph T. Lovewell, Robert S. Magee, John C. McClin- 
tock, Richard E. McVey, William E. McVey, John E. 
Minney, Theodore W. Peers, W. L. Schenck. 

+ Alfred C. Sloan. 
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LETTERS TO THE 
EDITOR 


The following communication, written by L. E. 
Krause, D.S.C., Great Bend, concerns a subject 
thought to be of interest to JOURNAL readers, the 
practice of chiropody today. 


Too many people, unfortunately, are misinformed 
about chiropody and its scope of practice. Most phy- 
sicians probably know less about chiropody than any 
other branch of medicine. Many have difficulty in 
pronouncing the name correctly, perhaps because the 
first two syllables of the word sound as if ‘‘practor” 
were going to follow. Gould’s Medical Dictionary de- 
fines a chiropodist (podiatrist) as a specialist in dis- 
eases of the feet. Kansas statutes relating to the prac- 
tice of chiropody define a chiropodist (podiatrist) 
as a physician of the foot. 

The curriculum of a modern chiropodist is simi- 
lar to that of a dentist or a doctor of medicine. Chi- 
ropody does not use or teach cultist methods. It is a 
definite unit of medically trained students with 
known obligations toward the parent body of medi- 
cine, as well as a cognizance of a specialty practice. 
Our present education consists of a one- or two-year 
pre-medical course, followed by four years in one of 
six schools of chiropody and foot surgery recognized 
by the National Association of Chiropodists. The 
curriculum consists of about 4,400 hours or more in 
classrooms, laboratories, and clinics and includes bac- 
teriology, pathology, histology, bio-chemistry, neu- 
rology, dermatology, orthopedics, anatomy, physi- 
ology, materia medica, pharmacology, surgery, physi- 
cal diagnosis, and clinical and didactic chiropody. 
In addition, several states require a year of intern- 
ship in a foot clinic or hospital after graduation be- 
fore an examination for license will be given: All 
schools grant a Doctor of Surgical Chiropody de- 
gree (D.S.C.) except one which grants the degree 
of Doctor of Podiatry (Pod.D.). The degrees are 
synonymous. 

In Kansas, the chiropody examining board is com- 
posed of two members of the medical examining 
board and one chiropodist. The examination is given 
at the same time and place as the medical examina- 
tion. Here we have the unique position of being the 
only allied medical profession completely and wholly 
under the jurisdiction of the parent body. 

Some chiropody schools are associated with uni- 
versities so that, in many instances, leading members 
of the faculty teach at both medical and chiropody 
schools. Each school has a large foot clinic attached 
to it where students receive practical clinical instruc- 
tion and experience. 
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Many of the nation’s leading hospitals and clinics 
have active chiropody services, and others are con- 
stantly being added. Chiropodists are on the staffs 
of about 1,000 hospitals throughout the country. 
The medical departments of the armed forces have 
created commissions for our professional services. 

Charles Mayo! put the problem succinctly in these 
words: “I am convinced that doctors of medicine, 
myself included, have paid too little attention to the 
feet in their relationship to the condition of the pa- 
tient, and have made too cursory an examination of 
the feet considering their importance to people, with 
the beating they take and their potentiality as a 
source of comfort or discomfort. The doctor of medi- 
cine should be capable of recognizing foot ailments. 
When care and treatment of such conditions are 
necessary, he should refer the patients to those ac- 
credited and skilled in the specialty when such con- 
sultation is available.” 

Ruben Friedman,? clinical professor of dermatol- 
ogy, Temple University School of Medicine, put it 
another way. “It has been estimated,” he said, “that 
disorders of the feet occur in 80 per cent of women 
and in 60 per cent of men. Few practitioners of the 
healing arts are as familiar with the almost infinite 
number and variety as well as the significance of the 
symptoms and diseases of the pedal extremities as 
the chiropodist. Once he is engaged in active prac- 
tice, the chiropodist sees more patients suffering 
from one form or another of diseases of the feet 
than does any practitioner of medicine.” 

Poindexter states, “In the field of chiropody, the 
practitioner is invaluable to the generalist, internist, 
or pediatrician treating such diseases as diabetes mel- 
litus, cardiovascular diseases and arthritis. The ortho- 
pedist, neurologist, and surgeon have need for his 
services. Chiropody is more of medicine in a limited 
field, and this is all the more reason for an equiva- 
lent educational background. As a member of the 
Idaho Board of Examiners in Chiropody, as well as 
chairman of the State Board of Medicine, I have had 
the opportunity to write questions for your exami- 
nations and to correct them. The caliber of the pa- 
pers is exceptionally good, and from them any physi- 
cian could learn of your background, but it is diffi- 
cult to communicate this in a satisfactory way.” 

Editorial comments in the Canadian Medical Asso- 
ciation Journal* stated: ‘Morton, who can speak with 
authority, holds that “The foot is the only part of 
the body for which prevailing ideas of care and treat- 
ment have remained practically the same for 40 
years.’ Signs are not wanting, however, to show that 
the lag of which Morton complained is being grad- 
ually overcome. More and more textbooks are deal- 
ing with the feet, and chiropody is slowly but surely 
establishing itself. The chiropodist is no longer only 
one who extracts corns, useful as that may be. He 
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is now a trained professional man with professional 
and ethical standards like our own and based on 
rigid training. He specializes as does the dentist, on 
a limited field of the body outside of which he does 
not venture.” 

Those of us who specialize in the feet feel that 
we deal with, as Morton described, the most neg- 
lected phase of medicine today. Some of us suspect 
that much of the stress and strain of modern living, 
as emphasized by Selye and his workers, can possibly 
be traced to the use and abuse of this organ. For 
those physicians who might doubt this, I would sug- 
gest you examine the feet of all patients as carefully 
as you would the liver, lungs, heart, etc. Many of 
your patients suffering fatigue, leg-back ache, nerv- 
ousness, may present something as simple as a deep 
plantar heloma. If you question the significance of 
this finding, you yourself might try walking a few 
days with a stone taped to the plantar of the great 
toe joint. We sincerely believe the old axiom, “When 
your feet hurt, you hurt all over,” has greater signifi- 
cance than we dared think. 

We would like for you to believe the modern chi- 
ropodist fills a definite need in the medical-ortho- 
pedic fields and is well fitted to assume the responsi- 
bilities of caring for the nation’s feet. It is not sug- 
gested that all current practitioners of chiropody are 
necessarily competent or modern, but I urge the 
discerning physician to evaluate the chiropodist in 
his community and, whenever possible, employ his 
services in promoting the foot health of the Amer- 
ican people. Chiropody needs, seeks and hopes to 
earn the cooperation of medicine. 
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BLUE SHIELD 


“A strong Blue Shield is vital to the freedom of 
medical practice, and an understanding physician is 
vital to Blue Shield.” This was the underlying theme 
of a highly successful professional relations confer- 
ence held by the national association of Blue Shield 
Medical Care Plans in Chicago, February 11-13. 

Some 110 Blue Shield professional relations direc- 
tors and staff members were joined by more than 
70 physician-trustees of local Blue Shield plasms and 
35 executive secretaries of sponsoring county and 


state medical societies. The conference was con- 
ducted by the national Blue Shield Professional Re- 
lations Committee, whose chairman is Dr. Fredrick 
H. Good of Denver, president of the Colorado Blue 
Shield Plan. 

Keynoter of the conference was Dr. Robert L. 
Novy, of Detroit, national president of Blue Shield 
Medical Care Plans, who emphasized that the ideals 
and purposes of Blue Shield are precisely the same as 
the age-old ideals and purposes of medicine: to 
serve people singlemindedly, regardless of personal 
profit. 

“Blue Shield safeguards the basic freedoms of 
medical practice which are fundamental to good 
medical care,” Dr. Novy said. “Blue Shield hopes 
to strengthen the doctor’s traditional way of prac- 
ticing medicine, not to change it or destroy it. Blue 
Shield protects the patient’s right to choose his doc- 
tor, the doctor's right to accept or reject the patient, 
and their common right to an inviolate confidential 
relationship.” 

Dr. Novy pointed out that in the 15 years since 
Blue Shield was created, a whole new generation 
of doctors has come into practice who know noth- 
ing of the struggle and sacrifice of its founders. 
Many of these doctors take Blue Shield for granted, 
and the success of Blue Shield has even led many of 
their older colleagues to take it for granted, too. 

Indifference, apathy, and complacence can be fatal 
to Blue Shield and to the whole voluntary medical 
care prepayment program. “Blue Shield deserves 
the doctor's whole-hearted support because it is 
fashioned in the doctor’s own image; it is his own 
creation; and it is designed to strengthen the free- 
doms that he and his patients want to keep strong 
and safe,”” Dr. Novy concluded. 


Dr. Francis Collins, Topeka, president of Kansas 
Blue*Shield, Dr. E. Burke Scagnelli, Dodge City, and 
Dr. James B. Fisher, Wichita, were representatives 
of the Kansas Blue Shield board at the Chicago con- 
ference. Other Kansans attending included Rueben 
Dalbec of the Kansas Medical Society staff, Proctor 
Redd, director of public and professional relations 
of Kansas Blue Shield, and Tom Reed, manager of 
physician relations of Kansas Blue Shield. 


More babies are being born in hospitals and with 
a doctor in attendance than ever before, Health In- 
formation Foundation reports. In 1935 only 37 per 
cent were born in hospitals, and 13 per cent of all 
births were unattended by doctors. In 1956 almost 
95 per cent were hospital-born, and doctors at- 
tended 97 per cent of all births. 
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THE MONTH IN 
WASHINGTON 


Editor’s Note. The following summary of Wash- 
ington news was prepared by the Washington office 
of the A.M.A. for distribution to state and regional 
medical journals. 


By approximately the mid-term point in its first 
session, the 85th Congress had shown enough in- 
terest in health legislation to hold a variety of hear- 
ings, but there was no evidence that many major 
bills would be passed before adjournment. 

Actually, it was not until three months after the 
session opened that the Administration sent up to 
Congress two bills it regards as important—one 
would change the doctor draft act and the other 
would authorize small commercial companies to pool 
part of their resources to stimulate expansion and 
experimentation in health insurance. 

Even then, the Department of Health, Education, 
and Welfare had not released its draft of legislation 
for federal grants to medical, dental, and osteopathic 
schools for construction and equipment. On this, 
there was some reluctance to act until Capitol Hill 
had decided on the administration’s bill for U. S. 
aid to general education. 

Of all these bills, indications were that progress 
was assured on only one, that providing some re- 
vised arrangement for the selective draft of physi- 
cians, dentists and “allied specialists.” The special 
doctor draft act, in effect for almost seven years, is 
scheduled to expire on July 1. Because Defense De- 
partment insists it still needs special authority to 
draft physicians and other professional health per- 
sonnel by professional classification, the alternative 
was continuation of a modified doctor draft act or 
changing the regular draft act. 

Meanwhile, a number of other bills had been 
studied at hearings. They include: 

Changes in medical aspect of civil aviation reg- 
ulations. Witnesses are widely divided on this meas- 
ure that would set up an Office of Civil Aviation 
Medicine within the Civil Aeronautics Administra- 
tion and give the Air Surgeon General who would 
head the office considerably more authority than now 
is exercised by U. S. medical officials in this field. 
There was no official sponsorship of this from the 
federal government level. It was opposed by the 
Department of Commerce (where CAA is located) 
and the Civil Aeronautics Board. However, support 
came from the outside, including testimony from 
Dr. Jan Tillisch of the Mayo Clinic, Dr. William 
Ashe, chairman of the department of preventive 


medicine, Ohio State University, and Dr. Herbert 
F. Fenwick, president of the Civil Aviation Medical 
Examiners. Dr. Tillisch headed an AMA ad hoc 
committee that had started a study of the problem, 
but he testified as an individual. 

Veterans medical care. The House Veterans Af- 
fairs Committee had held extensive hearings on a 
bill to further restrict admission of non-service con- 
nected cases to Veterans Administration hospitals, 
but there were no developments beyond that to en- 
courage sponsors of this legislation. 

Civil defense reorganization. Here again a wide 
split developed at the hearings on just how to re- 
organize the federal government's participation in 
civil defense. The administration wanted to strength- 
en the U. S. civil defense arm (the Federal Civil 
Defense Administration), but without going to the 
extent of making a cabinet-rank Department of Civil 
Defense, which is the goal of Chairman Chet Holi- 
field (D., Calif.) of the subcommittee that had 
studied civil defense for more than a year. 

Control of barbiturate and amphetamine drugs. 
The objective of bills before the House Interstate 
Health Subcommittee is to extend federal control 
to take in the manufacture, compounding, processing, 
distribution and possession of habit-forming barbit- 
urates and amphetamines. 


Pressures for economy that had been evident early 
in the session seemed to lose their effectiveness when 
Congress really set to work on the budget for the 
Department of Health, Education, and Welfare. 
Whereas in first (non-record) votes the House cut 
scores of items, it simply reversed itself when roll- 
call votes were demanded in the final go-around. 

As an example, no reductions at all were made 
in funds for the research institutes, $50 million was 
restored for grants to help build water pollution 
treatment plants, $1.3 million was restored to the 
Food and Drug Administration. A $5 million cut in 
money for general public health grants to states was 
sustained by the House—but this money will have 
to be provided later if the House estimate of the 
extent of the obligation proves too low. 

Economy advocates tried without success in the 
House to cut $21 million off money for the Hill- 
Burton hospital construction program. 

While in theory the Senate is privileged to make 
its own cuts in a money bill coming to it from the 
House, in practice the Senators generally restore 
much of the money cut by the House and occasionally 
(as last year) vote large boosts over House figures. 
So the possibility now is for even higher health and 
medical budgets before the appropriations bills fi- 
nally are enacted. 
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Clinicopathological Conference 


Case Presentation 


The patient for discussion in this conference was 
a 54-year-old white man who had been in a stuporous 
state for 12 hours before his admission to this hos- 
pital on September 29, 1956, at 8:00 a.m. He died 
on October 7, 1956, at 12:10 a.m. About a month 
before his admission he had had fever and chills 
and he was treated by his physician for a “kidney 
infection.” On September 18 he had had an episode 
of vomiting and began to lose weight. 

In 1946 he had had a laminectomy for a spinal 
cord tumor at the eighth thoracic segment, which left 
him with paraplegia. He had been confined to a 
wheelchair since that time and had had numerous 
decubiti. He had been incontinent of urine and feces 
for about seven days before admission. The night 
before his admission he was found in a stuporous 
state by his ten-year-old son with whom he lived. 

No reliable family history or system review could 
be obtained. 

On admission he was semicomatose, dehydrated, 
and cachectic. His blood pressure was 80/50; pulse, 
100 and rhythmical; respiration, 24 per minute and 
deep. There were large, maggot-covered decubiti 
over the buttocks and both greater trochanters, and 
there was a superficial, necrotic ulcer with extensive 
surrounding cellulitis on the left thigh. Pitting ede- 
ma of the left leg was present. The eyes, ears, nose, 
and throat were considered normal. The neck was 
supple. Nothing abnormal was found in the examina- 
tion of the heart and lungs. The liver was palpable 
three centimeters below the costal margin, and it 
was hard. There was a first degree rectal prolapse 
with fecal impaction. 

The specific gravity of the admission urine speci- 
men was 1.010. No sugar was found, but there was 
a heavy cloud of albumin, 5 or 6 white cells, and 
10 to 20 red cells per high power field. The red 
count on admission was 3,180,000 with 9.0 gm. hemo- 
globin, and the white count was 29,200 with 87 per 
cent polymorphonuclears and 10 per cent lympho- 
cytes. There was little change in the urine during 
his hospitalization except for a slight reduction in 
albumin. The specific gravity ranged from 1.007 to 
1.010. 

On October 5 the hemogiobin was 6.8 gm.; the 
white count was 7,900; the platelet count was 132,- 


Edited by Jesse D. Rising, M.D., and Mahlon Delp, 
M.D., from recordings of the conference participated in 
by the departments of medicine, pediatrics, surgery, radi- 
ology, and pathology of the University of Kansas Medical 
Center as well as by the third and fourth year classes of 
medical students, 


000, and the reticulocyte count was 3 per cent. A Kahn 
test was positive with 8 units. Admission electro- 
lytes were: sodium, 140 mEq/L; potassium, 3.8 
mEq; chloride, 105 mEq; carbon dioxide, 20.3 mEq. 
The carbon dioxide was 29 mEq on October 1 and 
steadily decreased to 13.5 mEq on October 5. Serum 
electrolytes were determined daily, and the sodium 
and chloride values remained normal. On October 2 
the potassium was 2.7 mEq, rising to 5.6 mEq on 
October 6. The fasting blood sugar was 128 mg. per 
cent on admission and 70 mg. per cent on October 4. 
The creatinine was 2.3-2.0 mg. per cent. The initial 
blood urea nitrogen was 95 mg. per cent, falling to 
57 mg. per cent on October 6. Serum calcium was 
4.2, and the phosphorus was 2.2 mEq/L. The serum 
albumin was 2.8 gm. per cent; globulin, 3.0 gm. per 
cent; total cholesterol, 88 mgm. per cent with 19 per 
cent esters; serum iron, 38 mcg. per cent; thymol 
turbidity, 23 units. The total bilirubin was 0.7 mg. 
per cent on admission and 1.5 mg. per cent on Octo- 
ber 1 with 0.8 mg. per cent direct bilirubin. The acid 
phosphatase was 0.2 millimol units. The daily urinary 
sodium excretion rose from 5.9 to 20 mEq, and the 
potassium excretion increased from 14 to 70 mEq. 
The histoplasmin complement fixation test was neg- 
ative. Candida albicans grew on three urine cultures, 
and pseudomonas, paracolon, and proteus were each 
recovered once. Two blood cultures were negative. 

The patient was given intravenous fluids, and 
potassium chloride, chloramphenicol, and novobiocin 
were administered by mouth. He soon began to take 
fluids orally, and his sensorium cleared, but his tem- 
perature rose to 101.5 degrees and remained ele- 
vated. His combined oral and intravenous fluid intake 
was 2,500 to 4,500 ml. daily. His urinary output was 
1,800 to 2,200 ml., and his stools were a normal 
color and contained no blood. 

Twelve hours before death there was a sudden 
drop in the patient's blood pressure to 60/20. In 
spite of transfusions, digitalization, and general sup- 
portive measures, including adrenal steroids, he be- 
came worse and died quietly at 12:10 a.m. on Octo- 
ber 7, 1956. 

Roy R. Hieger (fourth year medical student) : Dr. 
Purinton, was there a prothrombin time determina- 
tion? 

Dr. Lew W. Purinton (resident in medicine) : No, 
there was not. 

Mr. Hieger: What was the blood ammonia ? 

Dr. Purinton: It was not run. 

Lawrence Hayes (fourth year medical student) : 
Were steroids given during the hospital course? 

Dr. Purinton: Only terminally. 
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Jess W. Koons (fourth year medical student) : Did 
the patient vomit? 

Dr. Purinton: Not during his hospital stay. 

Richard Helm (fourth year medical student) : Was 
there any evidence of gastrointestinal bleeding ter- 
minally ? 

Dr. Mahlon Delp (moderator): Dr. Weber, do 
you know of any? 

Dr. Robert Weber (internist) : No. 

Frank J. Kutilek (fourth year medical student) : 
What was the patient’s highest blood pressure? 

Dr. Purinton: Some blood pressure readings were 
as high as 100/60. 

Lawrence Silvey (fourth year medical student) : 
Do you know anything about his blood pressure be- 
fore his admission? 

Dr. Delp: Do you know anything about this, Dr. 
Weber? 

Dr. Weber: No, I do net. 

Mr. Hieger: Was the antibiotic therapy changed 
during the hospital course? 

Dr. Purinton: No. He had the same treatment 
throughout. 

Mr. Hieger: Did he continue to have tachycardia? 

Dr. Purinton: Yes, he did. 

Mr. Koons: Did he have a convulsion during the 
hospital course? 

Dr. Purinton: I think that he had a grand mal 
seizure a short time before he died. 

Mr. Kutilek: Was a spinal tap done? 

Dr. Purinton: No spinal tap was done. 

Mr. Helm: What was his temperature curve dur- 
ing the hospital course? 

Dr. Purinton: He came in with a normal temper- 
ature, and it remained essentially normal for 24 
hours. By the end of the second day his temperature 
was up to 101.6 degrees, and the following day it 
reached 103.6. On the fourth day it rose to 104 de- 


pe 


Figure 1. Electrocardiogram made on day of admis- 
sion. 


grees where it stayed until two hours before his 
death, when it came down to normal. 

Mr. Helm: Did you notice any improvement after 
his admission ? 

Dr. Purinton: He definitely improved during the 
first two days. 

Mr. Silvey: How was his spleen? 

Dr. Purinton: It was not palpable. 

Mr. Silvey: Do you think he ‘was an alcoholic? - 

Dr. Delp: Do you think he was an alcoholic, Dr. 
Weber? 

Dr. Weber: I am not sure. His personal history is 
poor. He lived alone with his ten-year-old son. 

Mr. Hayes: Were his lung fields clear during the 
hospital stay? 

Dr. Weber: During the last 24 hours there were 
rales. 

Mr. Hayes: How much ‘cortisone did he receive? 

Dr. Delp: 100 mg. intramuscularly. If there are 
no other questions, Mr. Hayes will demonstrate the 
electrocardiograms. 

Mr. Hayes: The first tracing was made on the day 
of admission (Figure 1). The rate is 100; there is 
normal sinus rhythm, and the intervals are normal. 
I interpret the arrhythmia in V, to be a true extra- 
systole. The progression of the QRS complexes across 
the chest leads is normal. The second tracing was 
made on the fifth hospital day. The rate is 100; there 
are premature contractions in the V. and V;R. The 
P-R and Q-T intervals are within normal limits. I 
interpret this as a normal electrocardiogram with 
the exception of the premature ventricular contrac- 
tions. 

Dr. Delp: Do you see any change in the T waves 
of the first tracing ? 

Mr. Hayes: There is a depression of the T waves. 

Dr. Delp: Dr. Crockett, do you have any com- 
ments ? 

Dr. James E. Crockett (cardiologist): There have 
been some changes in the T vector, with a shift to 
the left. There are premature ventricular contrac- 
tions. I do not know what is responsible for them. 

Dr. Delp: Do you have any explanation for the 
T wave changes, Mr. Hayes? 

Mr. Hayes: I would consider electrolyte imbalance 
and cardiac ischemia. 

Dr. Delp: Mr. Koons, please demonstrate the 
x-rays. 

Mr. Koons: The first chest film (Figure 2) taken 
on the day of admission shows the osteoporosis that 
one might expect. The costophrenic angles are clear; 
the heart is not enlarged. There is a well defined 
shadow which I interpret as being a calcific pleu- 
ritis. The next chest film was taken on his fourth 
hospital day. I believe there is no essential change 
here, but some points need to be clarified: the pa- 
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Figure 2. Chest film, taken on day of admission. 


tient is rotated, giving the impression of an enlarged 
heart which I believe is an artifact. I do not see any 
important changes. The next film shows the marked 
osteoporosis, and there is evidence of flexion con- 
tractures of the thighs. There is evidence of an en- 
larged liver. I see no kidney or spleen shadows. 

Dr. Delp: Dr. Youngstrom, do you have any com- 
ments ? 

Dr. Karl Youngstrom (radiologist): No, sir. 

Dr. Delp: Mr. Hieger will now give his differen- 
tial diagnosis. 


Differential Diagnosis 


Mr. Hieger: The case we have is that of a 54- 
year-old white man who was operated upon for a 
spinal cord tumor ten years ago, and who had been 
paraplegic since then. One month before his admis- 
sion he had fever and chills, and he was treated for 
a kidney infection. On September 19 he began to 
vomit, and three days later he became incontinent 
of urine and feces. Twelve hours before admission 
he became stuporous. On admission he was hypo- 
tensive, semicomatose, dehydrated, cachectic, and 
paraplegic, and he was breathing deeply. Large mag- 
got-covered decubiti were present over the but- 
tocks and both greater trochanters. There was a 
necrotic ulcer on the left thigh with extensive sur- 
rounding cellulitis, and there was marked pitting 
edema of the left leg. The liver was hard and 
palpable 3 cm. below the costal margin. 

The originating factor in the pathogenic sequence 
was a spinal cord tumor, which statistically should 


have been extramedullary, either a meningioma or a 
neurofibroma. More than 80 per cent of paraplegics 
die of various complications; chronic renal failure 
is a common one. In this case certain other causes 
of coma must be considered. They are trauma, drugs, 
poisons, infections, brain tumor, and endogenous 
toxins. Trauma, drugs, and poisons I rule out on 
the basis of the history. Although this patient had 
infections in various foci, I think that they were 
not the cause of his presenting complaint. Brain 
tumor is unlikely, although there was evidence of in- 
creasing intercranial pressure. Endogenous poisoning 
may cause coma as in diabetes, but the laboratory 
results do not support this diagnosis, and I rule out 
cholemia because he was not jaundiced. 

The diagnosis of uremia is suggested by the his- 
tory, supported by clinical impression, and verified 
by laboratory findings. I shall therefore devote my 
discussion to complications of paraplegia, the most 
common and possibly the worst of which are: decu- 
biti, chronic pyelonephritis, renal failure with ure- 
mia, poor nutrition, and psychological dependence, 
all of which this patient had. I believe that he had a 
cord bladder resulting in residual urine, hydro- 
nephrosis, and pyelonephritis, which had been smol- 
dering over a period of ten years with acute exacerba- 
tions. 

I cannot rule out the possibility of nephrolithiasis, 
but no stones were seen in the x-rays. I believe that 
infection precipitated uremia in this patient who 
already had damaged kidneys. He was in acidosis at 
the time of death. The acidosis was, I believe, secon- 
dary to his excessive vomiting, and resulted in Kuss- 
maul breathing. He was treated with antibiotics and 
intravenous fluids, the latter of which introduced 
foreign elements into his blood. The drainage of the 
bladder by catheter probably contributed to the de- 
pression of his blood urea nitrogen. However, he 
did poorly on this regimen. Fever developed and con- 
tinued as evidence of his state of toxemia. His urinary 
output was inadequate, and the kidneys were unable 
to concentrate urine. 

The patient’s stupor was, I believe, caused by a 
number of factors, among which were toxic and 
hypertensive encephalopathy complicated by hypoten- 
sion, anemia, dehydration, and severe infection. An- 
other important complicating factor was inadequate 
nursing care during a period of ten years. His gen- 
eral nutrition was inadequate and may have resulted 
in nutritional cirrhosis as suggested by the hepato- 
megaly and altered liver function tests. 

His condition remained essentially the same until 
the eighth hospital day when he developed shock and 
Cheyne-Stokes respiration and had a convulsion. He 
died in spite of transfusion, digitalization, and sup- 
portive therapy. His death can be explained in a 
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number of ways. He might have had pulmonary 
embolization, as he obviously had thrombophlebitis 
in his left leg. On the other hand he was not cyanotic, 
had no chest pain, and survived for 12 hours after 
the onset of hypotension. Hemorrhage with cerebral 
edema must also be considered, because vascular 
lesions secondary:to uremia and hypertension predis- 
pose to this. Cerebral hemorrhage cannot be ruled 
out, because a spinal tap was not done. The urinary 
output was good, and I do not think that he had 
hyperkalemia, nor did he have a myocardial infarc- 
tion during the final episode. In the absence of edema 
and tachycardia, I do not believe that he had acute 
cardiac failure. The terminal episode is best ex- 


plained by diffuse central nervous system involve- 


ment, with focal edema, softening and gliosis, and 
hemorrhages into the brain substance. 

I also believe that he had secondary amyloidosis. 
The factors complicating this disease contributed to 
his demise. The hepatic enlargement, abnormal hepa- 
togram and history of long-standing infection with 
the development of uremia and vomiting are more 
significant of amyloidosis than of nutritional cir- 
rhosis. 

I think this patient had chronic renal disease, 
uremia, and metabolic acidosis, all secondary to long- 
standing pyelonephritis which was complicated by 
secondary amyloidosis. The terminal episode was the 
result of diffuse encephalopathy and hemorrhage. 
Lastly, I would like to predict what the pathologists 
will show us: I believe we will see large, pale, waxy 
kidneys with evidence of acute and chronic pyelo- 
nephritis; a large, waxy liver; passive congestion 
of the liver, spleen, intestine, and lung; hyperemia 
and fatty depletion of the adrenals; organic vas- 
cular occlusion with focal and diffuse cerebral edema, 
and actual hemorrhage into the brain. 


Clinical Discussion 


Dr. Delp: Thank you. Mr. Keith, why did this 
patient have a convulsion? 

Charles R. Keith (fourth year medical student) : 
That can be explained by his prolonged hyperten- 
sion. 

Dr. Delp: Mr. Silvey, what do you think about 
that? 

Mr. Silvey: I agree with that idea. 

Dr. Delp: Mr. Koons? 

Mr. Koons: I believe that the patient had emboli 
to the brain. 

Dr. Delp: What do you think were the primary 
foci ? 

Mr. Koons: I was thinking of the leg. The patient 
had multiple decubiti, septicemia, and probably 
impairment of circulation. 

Dr. Delp: Mr. Helm? 


Mr. Helm: I think that the convulsion can be ex- 
plained on the basis of general encephalopathy. 

Dr. Delp: What do you mean by encephalopathy ? 
That is a vague general term. 

John D. Dougherty (third year medical student) : 
I think the patient’s hypertension led to cerebral in- 
farct. He had renal hypertension which might lead 
to cerebrovascular hypertension with infarct and 
necrosis. 

Dr. Delp: Mr. Keith, regardless of what Mr. 
Dougherty said, you can see in the patient’s chart 
that he definitely had hypotension, not hypertension. 
How do you account for this hypotension ? 

Mr. Keith: I can explain it in several ways. He 
might not have been adequately rehydrated. Also he 
had toxemia, although his blood was relatively ster- 
ile. Finally, secondary amyloidosis may also account 
for it. 

Dr. Delp: Mr. Kutilek ? 

Mr. Kutilek: I believe this man might have had 
adrenal insufficiency. 

Dr. Delp: How do you make adrenal insufficiency 
out of this? 

Mr. Kutilek: The patient had secondary amyloi- 
dosis which involved the adrenals. 

Dr. Delp: Let’s get back to the appearance of the 
patient when he came in. He had maggots in his 
decubiti. Any comment about that? 

Mr. Kutilek: I think he had general poor man- 
agement all the way along, but maggots are good 
debriders. 

Dr. Delp: Now, let us go back to the period ten 
years ago and do a little guessing about what might 
have been the trouble with the patient at that time. 

Mr. Keith: I believe that he had a benign extra- 
medullary tumor then, which does not have anything 
to do with the present trouble. 

Dr. Delp: Do you think that he lived as long as, 
or longer than, the average person with paraplegia? 

Mr. Keith: After World War I, before antibiotics 
were developed, none of the large number of para- 
plegics was alive after five years, but since the advent 
of antibiotics 85 per cent of a group of paraplegics 
were alive after five years. This man lived ten years 
after the development of paraplegia. 

Dr. Delp: Of course, there is no evidence that 
this man had not been receiving some kind of treat- 
ment. The amazing thing, however, is that he died. 
How long did he live after coming to the hospital ? 

Mr. Keith: He died eight days after admission. 

Dr. Delp: Dr. Williamson, do you have any com- 
ments to make about this patient? 

Dr. William Williamson (neurosurgeon): I did 
not remember this patient, but one of the relatives 
recognized me as the surgeon who had operated on 
him ten years ago. I then remembered that he had 
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had a meningioma of the spinal cord that was totally 
removed. It was surprising to me that he became 
paralyzed after he went home. He should have re- 
covered completely. I could only think that I had 
either damaged the cord in the removal of the tumor, 
or the cord was so badly compressed that it could 
not recover. Because of the desperate condition he 
was in at the time of consultation, it did not appear 
safe to do any further neurological examinations 
such as spinal puncture. 

It also occurred to me that this man suffered from 
complications as a result of lack of follow-up after 
operation. I had never secn him after he was dis- 
missed from the hospital until I was called in con- 
sultation during his final illness. I suppose that it 
occurred to the family that he would just become 
paralyzed after he was operated upon; no one 
thought anything about it. I was the only one who 
felt disappointed that he was paralyzed as the result 
of lack of follow-up after an apparently successful 
removal of a meningioma. 

Dr. Delp: Dr. Weber, the students are eager to 
hear from you. 

Dr. Weber: This patient presented a rather diff- 
cult problem. He had jack-knife contractions of both 
legs, and it was impossible for him to lie in bed 
comfortably. He was admitted in a semicomatose 
state, and at that time he was afebrile. Part of our 
management consisted of removing the maggots, and 
after their removal he became febrile. Cultures of 
the decubiti revealed that he had staphylococcal in- 
fection. Pseudomonas and monilia were cultured from 
his bladder. We treated him with antibiotics: chlor- 
amphenicol, a rather wide spectrum antibiotic, was 


Figure 3. Section of meningioma found at autopsy 
at level of second thoracic vertebra. Tumor is histo- 
logically identical to that removed previously and to 
the third meningioma at the level of the third thoracic 
vertebra. Growth consists of islands and strands of 
meningothelial cells with numerous interspersed psam- 
moma bodies (dark, round calcified bodies). Hema- 
toxylin and eosin stain, X130. 


used, and novobiocin was also administered on the 
assumption that he probably had hospital organisms. 

I think he died of hypotension secondary to his 
toxicity and infection. I expected when he was ad- 
mitted that we would find renal stones or bladder 
stones. Here was a patient who had been ill and 
lying in bed for a period of ten years. I was sure 
he had severe osteoporosis and possible deposition 
of calcium in the kidneys and bladder. He also had 
a cord bladder, hydronephrosis, and renal infection 
with uremia. I diagnosed this as a combination of 
renal failure and infection. 

The situation was at no time encouraging about 
rehabilitating the patient because of the serious infec- 
tions that he already had, and, with the decubiti, it 
was difficult to handle him. My impression, after 
seeing the x-rays and noting that he did not have 
stones, was that he had chronic pyelonephritis and 
infections secondary to the superficial lesions on the 
skin. He probably did have bacteremia. Terminally, 
we used cortisone as a desperate attempt to combat 
his hypotension. 

Dr. Delp: May we hear about the pathology? 


Pathological Report 


Dr. Harlan Firminger (pathologist): You have 
already heard the description of the external appear- 
ance of this man which was not changed when he 
came to autopsy. 

In the history there was a previous operation nine 
or ten years ago, at which time a tumor was removed 
from approximately the level of the eighth thoracic 
segment. Examination of the specimen revealed a 
meningioma (Figure 3). The main cellular elements 
were meningothelial cells growing in the form of 
whorls, which at times were hyalinized and fre- 
quently produced sand-like grains of calcific mate- 
rial. 

In the area of the previous operation there was 
considerable scarring, but there was no adherence 
of fibrous strands to the spinal cord. If we had not 
had the history and external scar, we might not have 
known that anything took place at that level. In the 
sections of the spinal cord taken below the level of 
the previous operation, that is at the level of the 
tenth thoracic segment, stains for myelin sheaths of 
the nerves revealed perfectly intact posterior ‘ col- 
umns, but there was loss of the anterior and lateral 
corticospinal tracts (Figure 4C). At a section higher 
up, at the level of the first thoracic vertebra, there 
was degeneration of the fasciculus gracilis. The fas- 
ciculus cuneatus was intact (Figure 4A). There was 
some loss, but not so clearly demarcated, in the 
spinotectal, spinothalamic and spinocerebellar tracts. 
The anterior column was intact, and the lateral col- 
umn was well myelinated. Thus the ascending de- 
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generation in the region of the first thoracic vertebra 
and the descending degeneration in the lower tho- 
racic region represented the result of transection in 
the thoracic region.” 

It would be logical to conclude that this was the 
result of the old meningioma; however, at autopsy 
we found two more meningiomas at the level of the 
second and third thoracic segments, respectively, 
which were morphologically identical to the original 
tumor (Figure 3). The question now arises as to 
which of the meningiomata really produced the para- 
plegia. The answer lay in sections taken between the 
level of the previously excised tumor and that of 
the meningiomata found at autopsy. A secticn taken 
from the level of the fifth thoracic segment (Figure 
4B) showed that the fasciculus cuneatus in the dor- 
sal columns were intact, and there was anterior and 
lateral corticospinal loss, which indicates that the 
real lesion producing the damage lay above the level 
of the meningioma that was removed, and that the 
paraplegia was actually caused by the meningiomas 
at the second and third thoracic segments. 

In addition, there was degeneration of peripheral 
nerves. Ordinarily we do not expect peripheral 
nerves to degenerate when there is transection of 
the spinal cord. A section of the sciatic nerve stained 
with the myelin stain showed that most of the myelin 
sheaths were destroyed, indicating peripheral nerve 
degeneration, too. We attribute this to a nutritive 
type of peripheral neuritis and not to transneuronal 
degeneration. 

As the result of the lack of stimulation from the 
nervous system, the muscles of the leg underwent 
atrophy, and in the section of one of the hamstring 
muscles one can hardly recognize it as muscle (Fig- 
ure 4D). There is connective tissue and fat replac- 
ing the muscle; here and there are groups of multi- 


nucleated muscle cells representing proliferation of 
sarcolemmal nuclei, but almost no intact muscle. 

A section of the base of the decubital ulcer re- 
vealed extensive invasion of the tissue by masses of 
bacteria extending deep into the subcutaneous fat 
and surrounded by inflammatory cells with a great 
deal of necrosis. 

Mr. Hieger emphasized that urinary tract infec- 
tion is often the main source of trouble in para- 
plegics, and the section of his thickened bladder 
showed areas of ulceration and hyperemia of the 
mucosa. The necrotic debris in the base of the ulcer 
contained Candida albicans or something closely re- 
sembling it. 

The major question that arose in our mind was, 
“What was going on in the kidneys?’’ By all odds, 
and by all that we have learned, it should have 
been chronic pyelonephritis. However, at the time of 
autopsy, instead of finding small kidneys, we found 
that they were large and pale, somewhat resembling 
amyloid kidneys, as Mr. Hieger suggested. The cor- 
tex was markedly thickened and pale. There was 
some congestion of the cortico-medullary junction 
with focal areas of congestion within the kidney sub- 
stance. Microscopically, this was thought to be an 
interstitial nephritis simply because it did not fit any- 
thing else we know. The glomeruli were mostly in- 
tact. There were no areas of scarring. Instead there 
were patchy areas of chronic inflammatory infiltra- 
tion consisting of lymphocytes, many plasma cells, 
and mononuclear cells with aimost no polymorpho- 
nuclear cells participating. There did not seem to 
be anything acute in most of the lesions, and the 
striking thing was in the tubules which showed a 
moderate amount of degenerative change with al- 
buminous casts. This lesion was primarily a nephro- 
sis but with its inflammatory component, for want of 


Figure 4A. Spinal cord section at level of first thoracic vertebra. Note loss of myelinated fibers in the fasci- 
culus gracilus of the posterior column between the arrows. The fasciculus cuneatus is intact. Luxol fast blue 


stain for myelin (appears dark on photograph). X12. 


Figure 4B. Spinal cord section at level of fifth thoracic vertebra reveals no loss of myelin in posterior col- 
umn but some loss in lateral column, as in Figure 4C following and in the anterior column (not shown in 


4C). Luxol fast blue stain for myelin. X9 


Figure 4C. Spinal cord section at level of tenth thoracic vertebra showing demyelinization of lateral col- 
umns indicated by arrows. The posterior column is well myelinated. The anterior column, not shown, also 
was partially demyelinated. Luxol fast blue stain for myelin. X12. 

Figure 4D. Note the atrophy and loss of striated muscle with replacement by connective tissue and adipose 


tissue. Hematoxylin and eosin. X85. 
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a better term, we have called it interstitial nephritis. 
We proposed that this was related in some way to a 
chronic or subacute lower nephron nephrosis. 

There was an ulceration and necrotic material in 
the cardia of the stomach at its junction with the 
esophagus. Under high power we found that this 
contained a mass of fungi resembling Candida albi- 
cans with inflammatory reaction about it. The peri- 
odic acid-Schiff stain showed the fungus distinctly 
with underlying reaction to it. It was entirely simi- 
lar to the lesions in the urinary bladder. This cer- 
tainly represented a surface type of infestation rather 
than dissemination by the blood stream. 

Finally, the adrenal glands showed marked ex- 
haustion. The adrenal cortex was hardly recogniz- 
able. It had a tubule-like formation of cells almost 
completely devoid of fat and falling apart with loss 
of cells and edema. We were unable to demonstrate 
amyloid anywhere. 

In summary, this was a man who had a meningi- 
oma ten years ago, which, unfortunately, was not the 
only meningioma he had. He had two others which 
did not grow notably, but continued to compress 
the cord and produced his paraplegia. They were 
identical in morphology with the original lesion, 
and this raised the question whether or not they 
could represent dissemination at the time of opera- 
tion. Kernohan and Sayre? reported a case of menin- 
gioma in a muscle of the head which apparently was 
the result of implantation at the time of removal. 
This is a possibility, but I believe that it is quite 
unlikely, despite the similarity in morphology. Mul- 
tiple meningiomata are not at all rare, and I believe 
that this is what this case represents. It is clearly not 
a malignant tumor, and it has not disseminated in 
that manner. There are cases of diffuse meningioma- 
tosis in which one has multiple plaques all through 
the meninges,! but this case certainly does not fit 
into that category. 

As a result of his meningiomata he developed 
paraplegia, and this was his chief complaint until 
considerable infection developed. The toxins from 
his infection must have had a lot to do with the 
development of his renal disease; perhaps his hypo- 
tension also contributed. It was fundamentally a 
subacute type of lower nephron nephrosis with casts, 
loss of albumin, loss of tubular function as evidenced 
by increasing loss of sodium and potassium, which 
suggests a lack of tubular reabsorption. 

Finally, he developed a moniliasis, possibly as a 
result of the antibiotic therapy. He had a small focus 
of pneumonia, but I think uremia was the major 
factor in bringing about his death. 

Mr. Hieger: What about the liver? 

Dr. Firminger: The liver was large, as you sug- 
gested. It weighed over 2,300 gms. It showed very 
little fat. There was a slight increase in the fibrous 


tissue in the portal areas, and small numbers of 
chronic inflammatory cells, chiefly lymphocytes and 
plasma cells. There was not enough increase in fibrous 
tissue to call it cirrhosis, and not enough fat to ex- 
plain the enlargement on the basis of fatty meta- 
morphosis. I do not know exactly why it was en- 
larged. It was diffusely congested. _ 

Dr. Delp: Dr. Poser, do you have any comments 
to make about this case? 

Dr. Charles M. Poser (neurologist): I think it is 
worthwhile to emphasize the care of the paraplegic 
patient, and this applies to any patient with para- 
plegia. As Mr. Hieger pointed out, since World 
War II there has been a great improvement in the 
care of the paraplegic. The general care of the pa- 
tient is primarily prophylactic; once the decubiti are 
present they are difficult to manage. Secondly, the 
metabolic problem is of importance in these patients 
because the metabolism of protein has to be main- 
tained. They usually have the problem of calcium 
deposit in sundry places as the result of skeletal de- 
calcification secondary to protein loss in the skeletal 
stroma. Continuous care, therefore, depends on the 
control of metabolism, the care of the urinary tract, 
and physiotherapy. Control of infection is of pri- 
mary importance, and if this man had been well 
taken care of there is no reason why he should not 
be living today. 

Dr. Delp: Any further question or comment ? 

Dr. Williamson: I would be inclined to favor 
multiple meningiomata instead of transplant be- 
cause there was no recurrence of the tumor at the site 
of operation. Furthermore, the lesions were far 
apart. I believe that he did have multiple menin- 
giomata, and I am sure the upper one was there at 
the time I operated on the lower one. When we did 
the myelogram it filled up at the level of the eighth 
thoracic segment, and we removed the tumor. We 
did not do another myelogram after surgery, but 
assumed that it was all right. Had the patient re- 
ported after the operation with more complaints, we 
would certainly have reinvestigated to find out 
whether there was another tumor higher up, and we 
would have removed it, because it was surgically 
curable. 


Pathological Anatomical Diagnosis 


Two psammomatous meningiomata compressing 
the spinal cord at the levels of the second and third 
thoracic segments, with degeneration of the fasciculi 
gracilis and dorsal spinocerebellar tracts proximal to, 
and the anterior and lateral corticospinal tracts distal 
to the meningiomata. 

Atrophy and fat replacement of the-muscles of 
the lower extremities, moderate, with flexion con- 
tracture of the right hip and knee, advanced. 

Osteoporosis of the lumbar spine, moderate. 
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Emaciation. 

Degeneration of the ileoinguinal and sciatic nerves. 

Multiple decubiti of the right thigh, the perineum, 
both buttocks, and over the right greater trochanter. 

Acute hemorrhagic and chronic cystitis, moderate, 
with Candida albicans present in acute ulcers. 

Diffuse interstitial nephritis, bilateral, advanced. 

Acute passive congestion, all lobes of both lungs. 

One focus of acute bronchopneumonia, lower lobe 
of right lung. 

Hypertrophy and dilatation of the heart, 370 gm. 

Acute passive congestion of the liver, moderate. 

Fatty metamorphosis of the liver, slight. 

Lipid depletion of the adrenal cortices, advanced. 

Acute ulcerative esophagitis, with fungus organ- 
isms compatible with Candida albicans in the ul- 
cerated areas. 


Summary 


Dr. Delp: This is truly a case to prove the contin- 
ued value of the autopsy and careful reconstruction 
of the clinical picture upon a basis of the postmor- 
tem findings. 

Treacherous multiple foci of meningiomata in the 
spinal cord assured failure of the original surgery 
when only one, and the less important lesion at that, 
was removed. Compounding the difficulty was the 
failure in follow-up at which time delayed correc- 
tion might have occurred. 

The usual chronic and recurrent urinary tract in- 
fections did occur here as is common in patients with 
paraplegia. However, this can be cited for a minor 
role only in the final cause of death. It is likely that 
the patient acquired several hospital organisms which 
were resistive to antibiotics, and soon had a fulmi- 
nant bacteremia. The medical shock state following 
contributed greatly to the tubular damage appearing 
in the sections of renal tissue. The careful ridding 
of the decubiti of the maggots may have been the 
first step in destroying nature’s original line of de- 
fense. 
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American families spent about $950 million in 
1956 to pay the doctor, hospital, and other maternity 
bills for the safer care of mothers and children in 
more than four million births, according to an esti- 
mate by Health Information Foundation. The aver- 
age cost per family was $225. 
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COUNTY SOCIETIES 


Three guest speakers presented a program on the 
Jenkins-Keogh bill now in Congress at a meeting 
of the Sedgwick County Medical Society in Wichita 
on April 2. Mr. George Powers discussed legal as- 
pects of the bill, Mr. C. Merritt Winsby, C.P.A., 
spoke on its actuarial features, and Mr. John H. 
Laffer described its insurance features. 


Dr. Carroll P. Hungate discussed “The Role of 
the Physician in Mass Casualty Care” at a meeting 
of the Wyandotte County Society in March. For the 
program on April 16 Mr. Thomas C. Hurst, trust 
officer of the Commercial National Bank in Kansas 
City, spoke on estate planning. 

A meeting of the Montgomery County Society 
was held at the Booth Hotel, Independence, in 
March. Dr. Jack Fair discussed work being done 
with mentally retarded children at the Parsons State 
Training School. 


Present officers of the Miami County Society are 
Dr. W. O. Appenfeller, Osawatomie, president, and 
Dr. George Zubowicz, superintendent of the Osa- 
watomie State Hospital, vice-president. 


Dr. Robert W. Weber, of the University of Kan- 
sas Medical Center, spoke on ‘‘New Antibiotics’ at 
a meeting of the Riley County Society held in Man- 
hattan on March 20. 


“Recent Trends in the Law as They Relate to 
Medicine” was the subject discussed by Mr. Hugh P. 
Quinn, Wichita, at a meeting of the Shawnee County 
Society in Topeka on April 1. At the business ses- 
sion the members approved a plan to give polio 
vaccine to all county residents under the age of 40 
as a society project in cooperation with other com- 
munity agencies. 


Members of the Geary County Society were hosts 
at a meeting of the Golden Belt Medical Society at 
the Country Club in Junction City on April 11. 
Dr. G. Bernard Joyce, Topeka, spoke on ‘Congenital 
Orthopedic Deformities,’”” and Dr. John F. Chris- 
tianson, Kansas City; Dr. Robert K. Wallace, Man- 
hattan, and Dr. William E. Mowery, Salina, dis- 
cussed “Treatment of Thyrotoxicosis.” 


A meeting of the Central Kansas Medical Society 
was held at Russell on March 14. Speaker of the 
evening was Dr. Don R. Miller, of the University 
of Kansas Medical Center, who discussed “Surgery 
of the Rectum and Colon.” 
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PHYSICIANS’ ACTIVITIES 


Dr. Ellis Duncan, assistant professor of surgery 
at the University of Louisville School of Medicine, 
has announced plans to open an office for private 
practice in Burlington. 


Three Wichita physicians, Dr. A. M. Tocker, Dr. 
Charles DeHaan, and Dr. B. E. Stofer, are authors 
of a paper, “Primary Pulmonary Leiomyosarcoma,” 
published in the~March issue of Diseases of the 
Chest. 


Dr. Robert M. Fenton, formerly of Greensburg, 
is now practicing in Garden City. 


Dr. Fowler B. Poling, Wichita, was guest speaker 
at a recent meeting of the Sedgwick County Medical 
Assistants’ Society. He discussed ‘The Desirable 


Personality.” 


The commissioners of Jefferson County have 
named Dr. Robert R. Snook, McLouth, health of- 
ficer to replace Dr. C. J. Bliss, Perry, who recently 
resigned. 

Dr. William R. Miller, who has been practicing 
in Axtell, recently moved to Summerfield, a town 
in which he had been located before going to Axtell. 


Announcement has been made by Dr. Richard E. 
Hille, who has been practicing in Garden City since 


September, that he will soon establish his practice in’ 


Lakin. He is a graduate of the University of Kansas 
School of Medicine. 


Dr. Frances Allen, Newton, Dr. William E. 
Larsen of the University of Kansas Medical Center, 
and Dr. Robert P. Norris, Wichita, took part in 
the program presented at Wichita, May 6 and 7, 
at the annual convention of the Kansas Society of 
Medical Technologists. 


“Diseases of the Liver’ was the topic chosen by 
Dr. Samuel Zelman, Topeka, for an address given 
to medical technologists of the northeast district of 
Kansas at a meeting held in Topeka last month. 


Dr. A. R. Chambers, Iola, a member of the Kan- 
sas House of Representatives, addressed the Kiwanis 
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Club in Iola during the recent legislative session and 
explained the basic science bill and the healing arts 
bill then under consideration by the House. 


Dr. Mary Glassen, who had practiced in Phillips- 
burg for 23 years, announced her: retirement on 
March 1. At the same time she announced that Dr. 
Thomas F. Taylor, who had been practicing with 
her since last summer, is now associated with Dr. 
V. W. Steinkruger, Dr. R. J. Koza, and Dr. G. L. 
Osborne for group practice in Phillipsburg. Dr. 
Osborne formerly practiced in Clay Center. 


A feature story in the Wichita Beacon recently de- 
scribed the life of Dr. L. Clair Hays, Cedar Vale, 
who flies a plane to conserve time in his practice, in 
the conduct of ranching activities, for vacations, and 
for visiting uranium claims in Wyoming. Dr. Hays 
flies a Beech Bonanza and has four runways at his 
private airport on his ranch. 


Dr. W. R. Beine, Coffeyville, has been appointed 
to the Coffeyville Board of Education to fill an un- 
expired term. 


New in Emporia is Dr. Ronald J. Daniels, a 
graduate of Creighton University School of Medi- 
cine who has been practicing internal medicine at 
the Veterans Administration Hospital in Omaha 
during the past year and a half. 


Dr. Arnold H. Greenhouse discussed the cooper- 
ation of ministers and doctors in caring for the sick 
at a joint meeting of physicians and ministers in 
Garden City recently. 


“Mental Health” was the subject discussed by Dr. 
Lewis L. Robbins, of the Menninger Foundation, at 
a recent meeting of the Woman’s Auxiliary to the 
Shawnee County Medical Society, Topeka. 


Dr. Robert E. Stowell, of the University of Kan- 
sas Medical Center, recently spent a week at the 
Armed Forces Institute of Pathology, Washington, 
as a consultant. He also gave a lecture, ‘Chemical 
and Histo-Chemical Changes of Liver Cells during 
Necrosis.” 


Plans to practice in St. John after July 1 have been 
announced by Dr. Ross Jewell, a graduate of the 
University of Kansas School of Medicine who is 
now serving his internship at Wesley Hospital, 
Wichita. 
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Dr. J. R. Bradley recently resumed practice at 
the Bradley-Waldorf Clinic in Greensburg after com- 
pleting two years service with the Air Force in 
Tampa, Florida. 


Dr. Thomas G. Orr and Dr. Stanley R. Friesen, 
of the University of Kansas School of Medicine, are 
authors of a chapter on “Hemorrhagic and Trau- 
matic Shock” in a recently published edition of 
Lewis’ Practice of Surgery. 


Dr. Paul H. Beckman, a graduate of the Uni- 
versity of Tennessee Medical School who has been 
interning at St. Francis Hospital, Wichita, has an- 
nounced plans to practice three days a week in 
Douglass. 


A former resident of Grand Island, Nebraska, 
Dr. Theodore E. Wade, recently opened an office 
in Liberal. 


Dr. Homer L. Hiebert, Topeka, was a guest 
speaker at a refresher course on isotopes given by 
the Kansas Society of X-ray Technicians at Wichita 
last month. 


Dr. Ralph H. Major, professor emeritus of medi- 
cine at the University of Kansas Medical Center, 
spoke on ‘How Hipr-ocrates Made His Diagnoses” 
at the Medical College of Georgia on April 25. The 
occasion was a meeting of the Georgia chapter of 
Alpha Omega Alpha. 


Dr. Mary Glassen, Phillipsburg, was one of the 
speakers at a meeting of the National Federation of 
Press Women at San Antonio on April 18. 


A Budapest physician who fled Hungary in Feb- 
ruary, Dr. Imre Fenyes, was brought to Kansas 
through having heard the name of the late Dr. 
A. E. Hertzler and is now living in Halstead. He 
is working in the laboratory at the Halstead Hospital 
and plans to become licensed to practice medicine 
here as soon as possible. 


A paper, “The Second Stage of Labor,” was pre- 
sented by Dr. L. A. Calkins, of the University of 
Kansas Medical Center, at a meeting of the Tulsa Ob- 
stetrical and Gynevological Society on March 13. 


Dr. Gerald L. Ward, Ellis, spoke on mental 
health at a meeting of the Y.W.C.A. at Ellis recently. 


Two Lawrence physicians presented a program at 
a recent meeting of the Cordley Parent-Teacher As- 
sociation in Lawrence. Dr. Helen M. Gilles spoke 
on nutrition, and Dr. M. Erik Wright discussed 
emotional development. 


Dr. Melvin L. Masterson, who has been practic- 
ing in Louisburg, has announced plans to move to 
Paola to practice in association with Dr. Jack Row- 
lett and Dr. Rex Stanley. 


Dr. Arnold V. Arms, of the University of Kan- 
sas Medical Center, has been notified by the ministry 
of foreign affairs in Santiago, Chile, that he has 
been appointed honorary consul for Chile in Kansas 


City. 


Plans to move to Lindsborg and to construct an 
office building there have been announced by Dr. 
Deryl D. Fuller, who has been practicing in Mar- 
quette. 


A newcomer to Kansas is Dr. Necati Erdentug, 
now practicing in Anthony. Dr. Erdentug, who has 
studied in England, Norway, Sweden, Denmark, 
and Turkey, came to Kansas from Nashville, Ten- 
nessee. 


Dr. John W. Turner, Garden City, spoke on 
““What’s New in Medicine” at a recent meeting of 
the Cultura Club there. 


Dr. J. E. Seitz, WaKeeney physician since 1948, 
has announced plans to move to Ellsworth to prac- 
tice in association with three others, Dr. Richard H. 
O’Donnell, Dr. Henry S. O’Donnell, and Dr. 
Alfred J. Horejsi. 


A feature story about Dr. James G. Lee, Bonner 
Springs, was published in the Kansas City Kansan 
on March 17 in a column, “Just Lookin’ Around.” 
The story told of Dr. Lee’s 60 years in practice. 


Dr. Chauncey G. Bly, of the University of Kan- 
sas Medical Center, discussed cancer research at a 
recent meeting of the Johnson County unit of the 
American Cancer Society. 


Dr. Bruno Minz, director of research and educa- 
tion at the Osawatomie State Hospital, was recently 
given the Godard Award by the French Biological 
Society in Paris. The award, given annually to the 
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scientist who has contributed most to the fields of 
biology and experimental medicine, was given Dr. 
Minz for his work in physiology. He is on leave of 
absence from the University of Paris, where he is a 
director of research, and is investigating the possible 
psychophysiological correlates of the major psychoses. 
He is devoting part of his time to teaching at the 
University of Kansas Medical Center, where he was 
recently appointed professor of pharmacology. 


Dr. W. Clarke Wescoe, dean of the University of 
Kansas School of Medicine, was the subject of a 
major story in the February issue of The Palm, 
publication of Alpha Tau Omega fraternity. The 
story was called ‘Manager of ‘Medical City’” and 
was written by Conwell Carson for first publication 
in the Kansas City Star. Dr. Wescoe is referred to as 
“ATO’s outstanding senior of 1941.” 


Dr. Edward Crowley, Wichita, presented a paper 
on maternal deaths in Kansas in 1956 at a section 
meeting of the American College of Obstetricians 
and Gynecologists in Dallas last month. Dr. Jerome 
Menaker, Wichita, presided at a luncheon seminar 
on pelvic congestion syndrome at the same meeting. 


Dr. John B. Dixon, who has been practicing 
ophthalmology with the Wichita Clinic, has an- 
nounced plans to enter private practice in Mason 
City, Iowa, on June 1. 


Cryptococcosis 
(Continued from Page 303) 


nervous system cryptococcosis, AMA Arch. Int; Med. 91:6, 
773-83 (June) 1953. 

4, Curtis, A. C., and Harrell, E. R.: Use of two stilbene 
derivatives (diethylstilbesterol and stilbamidine) in treat- 
ment of blastomycosis, AMA Arch. Derm. and Syph. 66:6, 
676-90 (Dec.) 1952. 

5. Dawson, M. D., et al.: Penicillin as a chemotherapeu- 
tic agent, Ann. Int. Med. 19:5, 707-17 (Nov.) 1943. 

6. Hall, B. D., and Mardis, R. E.: Treatment of crypto- 
coccosis with terramycin, U. S. Armed Forces M. J.. 4:7, 
1961-66 (July) 1953. 

7. Hamilton, L. C., and Thompson, P. E.: Treatment of 
cryptococcic meningitis with penicillin, Am. J. Dis. of 
Child. 72:3, 334-42 (Sept.) 1946. 

8. Jones, S. H., and Klinch, G. H.: Torula histolytica 
meningitis: case report and therapeutic experiment, Ann. 
Int. Med. 22:5, 736-45 (May) 1945. 

9. Kligman, A. M., and Weidman, F. D.: Experimental 
studies on treatment of human torulosis, Arch. Derm, and 
Syph. 60:5, 726-41 (Nov.) 1949. 

10. Marshall, M., and Teed, F. W.: Torula histolytica 
meningoencephalitis, Ann. Int. Med. 34:5, 1277 (May) 
1951. 

11, Mezey, C. M., and Fowler, R.: Cerebrospinal crypto- 
coccosis, J.A.M.A. 132:11, 632-33 (Nov. 16) 1946. 

12. Miller, J. M.: Shoenbach, E. B.: Long, P. H.: Shut- 
tleworth, J. S., and Snider, G. E.: Treatment of infections 
due to Cryptococcus neoformans with stilbamidite, Anti- 
biotics and Chemotherapy, 2:9, 444-46 (Sept.) 1952. 


13. Miller, J. M.; Smith, G. W., and Headly, Wm. L.: 
Treatment of Cryptococcus neoformans in mice with stil- 
bamidine, Science 118:3053, 31-33 (July) 1953. 

14. Snapper, I.; Baker, Lyle A.; Edidin, Bernard D., and 
Kushner, Daniel S.: The results of 2-hydroxystilbamidine 
therapy in disseminated coccidioidomycosis, Ann. Int. Med. 
43:2, 271-85 (Aug.) 1955. 

15. Tinney, Wm. S., and Schmidt, H. W.: Torula infec- 
tion, Med. Clin. N. A. 28, 950-56, 1944. © 

16. Voyles, G. Q., and Beck, E. M.: Systemic infection 
due to torula histolytica (cryptococcus hominis), Arch, Int. 
Med. 77:5, 504-15 (May) 1946. 

17. Wilson, H. M., and Duryea, A. W.: Cryptococcus 
meningitis (torulosis) treated with a new antibiotic, acti- 
dione, Arch. Neurol. and Psychiat. 66, 470-80 (Oct.) 1951. 


Medical Services 
(Continued from Page 300) 


the physicians practicing therein, are classed as spe- 
cialists. Wichita has the greatest number and per- 
centage of physicians who are specialists. There is 2 
preponderance of physicians in the surgical specialties, 
as 425, or 44.8 per cent of the specialists in the state, 
are in this field, while 389, or 41 per cent, are in 
the medical field, and 134, or 14.2 per cent, in the 
other specialties. 


Department of Public Health and Preventive Medicine 
University of Kansas Medical Center 

39th and Rainbow 

Kansas City 12, Kansas 


Two-Way Medical Communications 


Physicians who attend the A.M.A. meeting in 
New York in June will be in direct two-way com- 
munication with physicians attending the Harvey 
Tercentenary Congress in London on June 5 through 
a hook-up arranged by Smith, Kline and French 
Laboratories, Philadelphia. An underseas cable will 
carry a discussion, “The Results of Cardiac Surgery.” 

Participants in New York will include Dr. Michael 
E. De Bakey, Dr. Alfred Blalock, Dr. John H. Gib- 
bon, Jr., Dr. Frank L. A. Gerbode, and Dr. George 
E. Burch. 


Legislative Key-Man System 


As a means of promoting national legislative ac- 
tivities on a state level, the Committee on Legisla- 
tion of the American Medical Association has se- 
lected a key man from each state to serve as a liaison 
between it and the physicians in his area. Dr. Clyde 
W. Miller, Wichita, was named to serve for Kansas, 

In the future, whenever action is desired, the key 
man in each state will be contacted directly by a 
member of the Committee on Legislation. The key 
man, in turn, will pass on information to members of 
a legislative committee in his state. 
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DEATH NOTICES 


LINDLEY EDGAR STRODE, M.D. 


Dr. L. E. Strode, 84, who had practiced in 
Girard more than 56 years, died at his home 
there on February 27. A graduate of Hahne- 
mann Medical School in Chicago in 1899, he 
opened his first office in Brazilton and practiced 
there for a year before moving to Girard. He 
was a member of the Crawford County So- 


ciety. 


CLAUDE E. Burtcu, M.D. 


An honorary member of the Osborne Coun- 
ty Society, Dr. C. E. Burtch, 82, died at his 
home in Portis on March 7 after having been 
ill for a year. He was graduated from Uni- 
versity Medical College, Kansas City, in 1904 
and began practice immediately at Athol. Five 
years later he moved to Paradise, and two years 
after that transferred his practice to Portis, 
where he built a hospital in 1925. He was es- 
pecially interested in literature and music, and 
for a time he conducted an orchestra and taught 
instrumental music. 


Kart C. Haas, M.D. 


Dr. K. C. Haas, 70, a Kansas City physi- 
cian who also served as vice-president of the 
Kansas City Board of Education, died on 
March 13 at the University of Kansas Medical 
Center, where he had been a patient for two 
weeks. A graduate of Eclectic Medical Uni- 
versity, Kansas City, Missouri, in 1910, Dr. 
Haas took postgraduate work at the Kansas 
City College of Medicine and Surgery. He 
practiced in Hays and Victoria before opening 
his office in Kansas City in 1917. He was a 
member of the Wyandotte County Medical So- 
ciety and of the American Academy of Gen- 
eral Practice. 

Schools, offices of the education system in 
Kansas City, and libraries there closed as a 
tribute to Dr. Haas during the time of his 
funeral services. He had been a member of 
the Board of Education since 1940 and had 
been vice-president since 1947. 


FRIEDRICH W. TRETBAR, M.D. 


Death came to Dr. F. W. Tretbar, 76, an 
honorary member of the Stafford County Medi- 
cal Society, on March 18 after an illness of 


two years during which he was hospitalized 
at the Stafford Hospital. He had practiced in 
Stafford since 1910, and for five years preced- 
ing that date, after his graduation from Kan- 
sas City Medical College, had practiced in Hud- 
son. He served nine years on the Stafford Board 
of Education, was a charter member and first 
president of the Lions Club in Stafford, and 
was active in many church and civic affairs. 


MakkK L., BisHoFF, M.D. 


Dr. M. L. Bishoff, retired chief surgeon of 
the hospitals of the Santa Fe system, died on 
March 19 at Topeka, where he had made his 
home. He was an honorary member of the 
Shawnee County Society. He was graduated 
from University Medical College in Kansas 
City in 1902 and immediately began work 
with the Santa Fe Hospital Association, serving 
as assistant surgeon at the Topeka hospital. 
From 1913 to 1919 he was in charge of the 
railroad hospital at Fort Madison, and he re- 
turned to the Topeka institution in 1919 to 
serve as chief administrator. He was chief sur- 
geon for the road from 1938 until his retire- 
ment in 1947. Dr. Bishoff was a fellow ot 
the American College of Surgeons. 


ROBERT LEE GRAHAM, M.D. 


A doctor who had specialized in pathology 
at two Topeka institutions, Dr. R. L. Graham, 
48, was found dead at his home in Topeka on 
March 22. He practiced first in Topeka at To- 
peka State Hospital, later serving as pathologist 
at Winter Veterans Administration Hospital. 
He was a graduate of Johns Hopkins Univer- 
sity School of Medicine, class of 1937, and 
had been located at Beverly Hills before mov- 
ing to Kansas. 


EuGENE E. Hawk, M.D. 


Dr. E. E. Hawk, 35, Wichita physician and 
member of the Sedgwick County Society, was 
killed in an airplane crash in Harper County 
on March 23. A graduate of the University of 
Kansas School of Medicine in 1953, Dr. Hawk 
served his internship at St. Francis Hospital in 
Wichita and then began practice there in asso- 
ciation with Dr. A. F. Wittman. He was in 
military service during World War II. 
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Pulmonary Edema 


A Study of Its Pathogenesis and Review of the Literature 


DARRELL D. FANESTIL, Kansas City 


The purpose of this paper is to review the recent 
literature on the pathogenesis of pulmonary edema. 
Each of several factors important in pulmonary edema 
will be discussed individually; then a correlation of 
these factors, such as is possible at this time, will be 
attempted. 

The problem of pulmonary edema is unusually 
complex because of the large number of variables 
which can produce it experimentally and because of 
the variety of clinical conditions which apparently 
may cause it. Because of this complexity, there was 
disagreement among early students of the problem. 
Much of this is now being resolved because of the 
recognition of the distinction between the primary or 
immediate, and the secondary or remote or indirect 
causes.°3 For example, at one time emphasis was 
placed upon “‘neurogenic’’ factors with little regard 
to the mechanisms by which the nervous factors them- 
selves might operate. 

Pulmonary edema has been produced by a variety 
of procedures in the laboratory. Intra-tracheal injec- 
tion of milk or milk substitute,4° inspiratory or expira- 
tory resistance,?* intra-cisternal injection of “fibrin” 
(thrombin and fibrinogen mixture) ,* intravenous in- 
fusions under eupoxic and hypoxic conditions,'® 
adrenaline,?*. 57 intra-peritoneal injection of thiosemi- 
carbazide,®? ammonium salts,®* craniad injection of 
fluids under high pressure into the common carotid 
arteries,*4 the production of hemorrhagic shock,}* 
alkalosis induced by intravenous sodium carbonate 
and sodium bicarbonate mixture,3° bilateral cervical 
vagotomy,!® injection of irritating substances into 
either ventricle of the heart,!? electrolytic lesions of 
the rostral hypothalamus of rats,?° and inhalation of 
noxious gases,’ are all procedures that have been used 
successfully in the experimental production of pul- 
monary edema. 

Luisada®? has listed the wide variety of clinical 
conditions in which pulmonary edema occurs: 

A. Heart disease: This includes rheumatic or luetic 
involvement of the valves, arterial hypertension, 
mitral stenosis, coronary thrombosis, and diffuse 


This is one of a group of theses written by students at 
the University of Kansas School of Medicine, selected for 
yey am by the Editorial Board from a group judged to 

the best by the faculty at the school. Mr. Fanestil is now 
a third year student at the school. 


sclerosis of the myocardium. “Instances of these dis- 
eases comprise the greatest number of cases of acute 
pulmonary edema observed clinically in adults.” 

B. Diseases of the central nervous system. This 
includes trauma to the skull, diseases of the brain, 
and stellate ganglion manipulation. 

C. Diseases of the lungs. Inhalation of toxic gases, 
pneumonia, pulmonary infarction, inspiratory obstruc- 
tion, drowning, and rarely thoracentesis have been ac- 
companied by pulmonary edema. 

D. Others. 

1. Allergy. ‘The possibility of angio-neurotic 
edema of the lungs cannot be ruled out.’’3? 
2. Stimulation of hollow viscera, especially the 
stomach. This was noticed mainly by early 
observers, and the possibility that other dis- 
eases might have caused the edema must 
be considered. 
. Uremia. 
. Thyroid crisis. 
. Beri-beri. 
. Pregnancy. 
. Anesthesia with ether containing peroxide 
contaminants.*° 
. In conjunction with insulin shock therapy. 
. Pressure on an enlarged liver in a failing 
heart case.37 
10. In salicylate therapy of rheumatic heart dis- 
ease.5! 
11. Intravenous infusions of saline, especially 
in patients with cardiac, pulmonary, or renal 
disease. 


NAY hw 
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History 


According to Luisada, pulmonary edema was prob- 
ably first described by Maloét in 1752. A complete 
description of the clinical picture was given by Devay, 
Rilliez, and Barthez from 1850 to 1860. In these same 
ten years, Virchow and Cohnheim and Lichteim 
started research on lung edema.®? In 1878 Welch 
caused lung edema of the rabbit either by ligature of 
the aorta or by compression of the left ventricle. This 
work resulted in the “back-pressure” or “left-ventric- 
ular failure” theory: “A disproportion between the 
working power of the left ventricle and of the right 
ventricle of such character that the resistance being 
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Pro-Banthine:.. 


CONFIRMED THERAPEUTIC UTILITY 


A Primary Drug in Peptic Ulcer 


promptly 


Among the many clinical indications for 
Pro-Banthine (brand of propantheline bro- 
mide), peptic ulcer is foremost. During 
treatment, Pro-Banthine has been shown 
repeatedly to be a singularly valuable agent 
when used in conjunction with diet, antacids, 
sedation and psychotherapy as required. 
Lichstein and his associates* report that 
Pro-Banthine “proved almost invariably 
effective in the relief of ulcer pain, in de- 
pressing gastric secretory volume and in 
inhibiting gastrointestinal motility. The 


decreased 
offectively 


motility 


inbibited. consistently 


incidence of side effects was minimal. . . .” 

The therapeutic utility and effectiveness of 
Pro-Banthine in the treatment of peptic ulcer 
are repeatedly confirmed in the medical lit- 
erature. Dosage: One tablet with each meal 
and two tablets at bedtime. G. D. Searle & 
Co., Chicago 80, Illinois, Research in the 
Service of Medicine. 


*Lichstein, J.; Morehouse, M. G., and Osmon, K. L.: Pro- 
Banthine in the Treatment of Peptic Ulcer. A Clinical 
Evaluation with Gastric Secretory, Motility and Gastro- 
scopic Studies. Report of 60 cases, Am. J. M. Sc. 232:156 
(Aug.) 1956. 
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the same the left heart is unable to expel in a unit 
time the same quantity of blood as the right heart.”55 
This results in pulmonary congestion and exudation 
of fluid from the capillaries. 

As experimental and clinical evidence accumulated, 
this theory gradually became less accepted.8? In its 
place came the neurogenic theory which postulated 
that the edema was not mechanical but neurogenic 
in production. Steeves*® has pointed out that while 
many clinicians adhere in thought to the mechanical 
theory, they apply the teachings of the neurogenic 
theory by using morphine as a therapeutic agent of 
choice. 


Factors in the Production 


In general, edema may arise from (A) reduced 
oncotic pressure of the plasma, (B) obstruction of 
the lymph channels, (C) an increase in capillary per- 
meability, or (D) an increase in capillary blood pres- 
sure.® In the specific case of pulmonary edema, these 
general factors as well as intra-alveolar pressure must 
be considered. 

A. Reduced capillary oncotic pressure could cause 
pulmonary edema. Under normal conditions the oncot- 
ic pressure of plasma is greater than that of tissue 
fluid. This, then, is a factor favoring fluid movement 
into the blood stream. Near the arterial end of a 
capillary, fluid with a low protein concentration moves 
out of the capillary because the effective hydrostatic 
pressure (hydrostatic pressure of the blood minus 
the tissue fluid hydrostatic pressure) is greater than 
the effective oncotic pressure (oncotic pressure of the 
blood minus that of the tissue fluid). Near the venous 
end of the capillary this situation is reversed and 
fluid poor in protein (the protein goes into the 
lymph) comes back into the blood.6 Any factor 
which reduces the oncotic pressure of plasma will re- 
duce the effective oncotic pressure and, therefore, 
more fluid will move into and less fluid will be taken 
up from tissue—in other words, edema may result.® 

Since it is not the purpose of this paper to discuss 
factors which can decrease the oncotic pressure of 
plasma, they will be mentioned only briefly. Because 
the major portion of the oncotic pressure is due to 
albumin, hypoalbuminemia is the greatest factor in 
producing a low oncotic pressure. The major causes 
of hypoalbuminemia are: 

1. Excessive loss of albumin, as in urine, edema 
fluid, or inflammatory exudates. 

2. Inadequate protein supply due to dietary protein 
insufficiency, vomiting, or diarrhea. 

3. Impaired synthesis, as in liver dysfunction, 
chronic infection, severe anemia, or cachexia. 

4. Sudden plasma dilution, as with massive in- 
travenous saline infusions.!° 


Moran*° has shown that in the lungs another fac- 
tor may be important in the reduction of effective 
oncotic pressure. This investigator showed that intra- 
tracheal injections of carbohydrate solutions (1214 
grams per cent or stronger) would cause pulmonary 
edema in rabbits and guinea pigs. As he pointed out, 
the production of edema apparently results because 
the oncotic pressure in the alveoli due to the carbo- 
hydrate solution is sufficient to overcome that of the 
plasma in the capillaries. It can also be concluded 
from this work that any fluid in the alveoli with 
oncotic pressure may enhance edema formation—in- 
deed, edema itself would enhance more edema. 

B. Greater negative intra-alveolar pressure may 
be a factor in pulmonary edema production. Contrary 
to other tissues, an important factor opposing the 
high oncotic pressure and low hydrostatic pressure 
in the lung capillaries is the negative pressure in the 
thorax during inspiration.17 Taylor® gives the changes 
in pressure within the lung: during ordinary quiet 
respiration, pressure on inspiration is about minus 
two millimeters of mercury and on expiration it is 
about plus three or four millimeters; however, maxi- 
mal negative pressure developed by forced inspiration 
is from minus 40 to 50 millimeters, and maximum ex- 
piratory effort against a closed glottis is from plus 
10 to 40 millimeters. 

Drinker!? used a normal animal not subjected to 
circulatory strain (such as exercise or cardiac incom- 
petency) but subjected to a slight degree of anoxia 
and resistance to inspiration in an attempt to deter- 
mine if greater negative inspiratory pressure alone 
could cause pulmonary edema. He found that the 
animal could avoid serious pulmonary edema for a 
long time, but that there were alterations in the lung 
suggestive of pulmonary edema. Certainly, in the 
dyspneic individual, the greater negative pressure is 
a factor to be considered. 

C. Decreased lymph drainage or poor ability to 
handle increased lymph formation may enhance 
edema formation. “Obstruction to the outflow of 
lymph from the tissue spaces may cause pronounced 
edema... 

Drinker says that lymph capillaries in the lung do 
not surround the alveoli, but end just short of the 
atria. Thus, alveolar septa must become engorged with 
fluid before lymph can flow. Because of this, excess 
fluid filtered out of capillaries can enter the alveoiar 
air spaces about as easily as it can spread inside alveo- 
lar tissue to the lymph capillaries.. Drinker believes 
that normally some fluid does enter the alveoli. This 
fluid is either coughed up, absorbed directly into the 
lymphatics, or the protein hydrolyzed and then ab- 
sorbed into the lymphatics. While blockage of lym- 
phatics may cause edema, even a decrease in the 
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LYSINE-VITAMIN SUPPLEMENT LEDERLE 


Finicky eaters are headed for a fast nutritional 
build-up with INCREMIN — tasty appetite stimulant. 


INCREMIN Offers |-Lysine for improved protein utili- 
zation, and essential vitamins for their stimulating 
effect on appetite. 


Tasty INCREMIN is available in either Drops or Tab- 
lets. Caramel-flavored Tablets may be orally dissolved, 
chewed or swallowed. Cherry-flavored Drops may be 
mixed with milk, formula or other liquid. Tablets: 
bottles of 30. Drops: plastic dropper-type bottle of 
15 ce. 


Each IncrEMInN Tablet 
or each cc. of INcREMIN Drops contains: 


1-Lysine 300 mg. Pyridoxine (B,) 5 mg. 
Vitamin Bi2 25 mcgm. (INCREMIN Drops con- 
Thiamine (B1) 10mg. tain 1% alcohol) 


—— only 1 INCREMIN Tablet or 10-20 INcREMIN Drops 
ly. 


*Reg. U.S. Pat. Off. 
LEDERLE LABORATORIES DIVISION 


AMERICAN CYANAMID COMPANY 
PEARL RIVER, NEW YORK 
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Announcing a unique new rauwolfia d 


First report on one of the 
most encouraging advances 
in psychopharmacology 
since the introduction 

of rauwolfia: 


a tranquilizing-— 


In mid-1955, Abbott Laboratories released for clinical trial a 
new alkaloid of Rauwolfia canescens. This new alkaloid, later 
named Harmonyl, received special attention because of the 
high potency and low toxicity it exhibited im extensive phar- 
macological testing. _ 

Since that time, Harmony] has been tried in conditions ranging 
from mild anxiety to major mental illnesses and in hyperten- 
sion. Every characteristic of the drug was studied . . . evaluated 
... compared. And from the reports, one fact stands out: 


e In more than two years of clinical evaluation, Harmony] has 
exhibited significantly fewer and milder side effects in com- 
parative studies with reserpine. This, while demonstrating 
effectiveness comparable to the most potent forms of rauwolfia. 


e Most significant: Harmony] causes less mental and physical 
depression. And there are very few reports of the lethargy seen with 
many other rauwolfia preparations. 

This is not to suggest, of course, that side effects will not occur 
with Harmonyl—as with any potent therapeutic agent. But 
the mildness of side effects, in the few instances in which they 
have been reported, suggests Harmony] as a drug of choice in 
conditions ranging from mild anxiety to major mental illness 
and in essential hypertension. 


Why fewer and less severe side effects? 


Some investigators suggest that the evidence of less parasym- 
pathetic effect with Harmony] in animals might also be true in 
man. In chronic toxicity studies with Harmony] this was mani- 
fested by less diarrhea, ‘‘bloody tears” and ptosis in rats than 
was observed with the same dosage of reserpine. Dogs also ex- 
hibited milder side effects—in particular, diarrhea. No organ 
toxicity or hematological change was observed with Harmonyl 
over a wide dosage range. 


Harmony)! as a tranquilizer 
While Harmonyl’s safety is most impressive, clinical investiga- 
tors reported other notable characteristics for this wide-range 
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tranquilizer. For instance, following an eight-month study of 
chronic, hospitalized mental patients, Ferguson' reported: 


e Harmony! benefited at least 15% more overactive patients 
than oral reserpine. 


e Harmony]! was more potent in controlling aggression, 
requiring only one-half to two-thirds the dosage of reserpine. 


e A number of patients experiencing side reactions on 
reserpine were completely relieved when changed to Harmonyl. 


In his summary Ferguson concluded: ‘‘The most notable im- 
pressions were the absence of side effects and relatively rapid 
onset of action with Harmonyl.”’ 


Harmony! in hypertension 

Hypertension studies show that the average reduction in blood 
pressure obtained with Harmony] compares closely to that ob- 
tained with reserpine. The tranquilizing effect of the two drugs 
also appeared similar, except that few cases of giddiness, 
vertigo, sense of detached existence or disturbed sleep were 
observed with patients receiving Harmony]. 

Dosages In mild anxiety, as little as 0.1 mg. of Harmony] a 
day may be effective. In institutionalized psychiatric patients, 
not less than 2 to 3 mg. a day is likely to be beneficial. 

In mild essential hypertension, treatment may be started with 
one 0.25-mg. tablet three or four times a day. After about ten 
days (or sooner, depending upon response), dosage may be re- 
duced. A maintenance dose of 0.25 mg. daily is often sufficient. 
Precautions, As with other forms of rauwolfia, Harmony] 
must be used cautiously in peptic ulcer and epilepsy and in 
patients about to undergo surgery or electroshock treatment. 
Despite infrequent reports involving depression, patients with 
2 history of depressive episodes should be watched carefully. 


Professional literature is available upon request. 


Supplied: Harmony] is supplied in 
(.1-mg., 0.25-mg. and 1-mg. tablets. ObGott 


Reference: 1; Ferguson, J. T.: Comparison of Reserpine and Harmonyl in Psychiatric Patients: 
A Preliminary Report, Journal Lancet, 76:389, December, 1956. * Trademark 
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amount of lymph flow from the lungs without a 
decrease in lymph formation may cause more than 
normal amounts of fluid to be found in the alveoli. 

Beattie5 has pointed out a factor in decreasing 
lymph flow. Since lymphatic vessels from the lung 
empty directly into systemic veins, an elevated venous 
pressure will have an adverse effect on the reabsorp- 
tion of fluid into lymphatics and, consequently, more 
alveolar fluid would form. This fluid, then, in ad- 
dition to being the start of edema, could enhance 
further edema production by decreasing the effective 
oncotic pressure and by increasing blood capillary 
permeability due to anoxia. 

In addition to simple obstruction of lymph flow, 
pulmonary edema may be enhanced by increased 
lymph formation. Drinker!? has shown that the 
lymph drainage from the lungs of the dog (except 
for a small area near the left apex) is to the systemic 
circulation via the right lymphatic duct. He believes 
that practically the same situation exists in humans. 
This, according to Drinker, is important, for the 
right lymphatic duct is short, has a sharp curve, and 
is not too large—in short, it is a “bottleneck.” There- 
fore, an increased lymph flow from the lungs may not 
be able to enter the systemic circulation as fast as it is 
produced. This results in the same thing as lymphatic 
obstruction—an increased tendency for pulmonary 
edema formation. 

However, there is not agreement upon the impor- 
tance of lymph flow in the genesis of lung edema. 
Visscher,5* for example, believes that the increased 
lymph flow found in association with pulmonary 
edema is a consequence rather than a cause of the 
edema. 

D. An increase in lung blood capillary permeability 
would cause pulmonary edema. Anoxia, neurogenic 
factors, and toxins have been suggested as being re- 
sponsible for such an increase in permeability. 

Drinker has shown that the amount of lymph flow- 
ing from the right lymphatic duct of dogs increases 
when the animal is hypoxic. This he supposed was an 
important factor in the production of pulmonary 
edema and further, that the cause of an increased 
lymph flow was an increase in the permeability of 
the lung blood capillaries. In general, hypoxia prob- 
ably causes an increase in capillary permeability. How- 
ever, Drinker claims that capillaries in some parts of 
the body are rendered more permeable than others by 
the same hypoxic state and that the lung capillaries 
are “significantly assailable” by hypoxia. Further, he 
believes that the lung capillaries in the alveoli also 
vary from other capillaries in that they are dependent 
upon the alveolar air for their oxygen supply rather 
than upon arterial blood. Because of these two special 
features of pulmonary capillaries and other evidence 


in his experience, Drinker said, “It is my belief—I 
cannot say conviction—that . . . (pulmonary edema) 
. .. depends more upon alterations in the permeabil- 
ity of the lung capillaries than upon complicated pres- 
sure relations in the pulmonary circulation.””!7 

Many factors may cause alveolar anoxia: (a) a 
portion of alveoli are normally collapsed, (b) small 
mucous plugs may prevent oxygenation, (c) distended 
pulmonary capillaries can reduce the volume of alveo- 
lar air spaces, and (d) excess filtrate or aspirated 
fluid can occupy alveolar spaces.* 

Pullen,*1 however, has pointed out that anoxia 
does not necessarily produce edema. Wiggers concurs: 
. . very low oxygen tensions have been tested in- 
numerable times both on animals and man and do 
not seem to produce pulmonary edema.’’56 

Nevertheless, it is important to mention that Drink- 
er believes that “anoxia begets anoxia” and, conse- 
quently, edema. As soon as alveolar capillaries begin 
to leak excessive fluid, from whatever cause, the bar- 
rier between their walls and alveolar air becomes 
thicker; therefore, the capillary is even more hypoxic. 
This causes further transudation of fluid—and on 
around the cycle. “The presence of free alveolar fluid 
and foam (which is characteristic of pulmonary 
edema) increases the diffusion distances for gas ex- 
change and also greatly impedes alveolar ventilation. 
Both of these effects are serious, but the latter is 
calamitous and is responsible for the rapidly fatal 
characteristic of acute lung edema.” 

We may conclude, therefore, that anoxia probably 
does increase capillary permeability. Whether anoxia 
by itself can cause pulmonary edema is disputed, but 
experimentally it does not.15: 56 However, it may en- 
hance further edema formation once the process has 
already started. 

A neurogenic cause for an increase in pulmonary 
capillary permeability has also been postulated. Cam- 
eron and De® state that respiratory excursion, carotid 
blood pressure, and right atrial pressure undergo 
similar changes after severe tracheal obstruction, 
pulmonary embolism with starch granules, and intra- 
cisternal injection of “fibrin” with or without vagot- 
omy, but that only the fibrin without vatogomy is 
followed by pulmonary edema. They then suggest 
that neither asphyxia nor mechanical disturbances in 
pulmonary circulation plays an important part in the 
genesis of lung edema, but that the permeability of 
lung capillaries may be modified by the outflow of 
stimuli from the brain via the vagi so that transuda- 
tion of fluid from the pulmonary vessels is sufficient 
to produce edema. 

Another group of agents, toxic substances, has been 
suggested as being important in increasing permeabil- 
ity. Examples of ‘toxic substances’ are lethal gases®® 
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and toxic agents carried by the blood, such as bacte- 
rial split-products or histamine-like substances from 
tissue destruction.1® 

Thus, in 1949, Wiggers concluded that “.. . . in- 
crease in permeability of pulmonary capillaries seems 
to be the primary factor in the production of pulmo- 
nary edema, but the processes by which such damage 
comes about are obscure. Anoxia, chemical toxins, 
and neurogenic factors have been suggested but not 
established.”’®6 

E. An increase in the pulmonary capillary hydrostat- 
ic pressure may be a factor in the genesis of pulmo- 
nary edema. Several mechanisms have been suggested 
to account for such an increase in pressure: (a) pul- 
monary vein or venule constriction, (b) increased 
pulmonary blood volume, (c) left ventricular failure, 
(d) pulmonary arteriolar dilatation, and (e) the ef- 
fect of the bronchiolar musculature on the pulmonary 
circulation. 

a. Pulmonary vein or venule constriction could con- 
ceivably cause an increase in capillary pressure. How- 
ever, it is doubtful if much constriction ever occurs 
in the pulmonary veins. 

b. Increased pulmonary blood volume as a cause 
of increased capillary pressure. 

Courtice and Korner! did experiments in 1952 
designed to establish the validity of the experimental 
observation of and the conclusioas drawn from those 
observations by Drinker, referred to previously. They 
showed that prolonged and massive intravenous in- 
fusions are necessary to produce pulmonary edema 
in the eupoxic animal, but that hypoxia significantly 
decreases the amount and length of infusion neces- 
sary. Their results showed that hypoxia causes an 
increase in peripheral resistance and an increase in 
systemic venous pressure. They then suggested that 
the factors causing the increased peripheral resistance 
also cause the redistribution of the blood so as to de- 
crease the peripheral blood volume, increase the vol- 
ume of the venous blood (and, therefore, the rise in 
venous pressure), and increase the volume of blood 
in the expansile pulmonary vascular bed. Thus, al- 
though hypoxia will not produce pulmonary edema 
by itself, it will cause a redistribution of blood so that 
a small infusion may distend the pulmonary capillary 
bed enough to cause the capillary pressure to rise over 
the oncotic pressure. From their extensive experiments 
they concluded that-hypoxia does not cause a selective 
increase in permeability of lung capillaries, that their 
(as well as Drinker's) experimental results can be 
explained on the basis that pulmonary edema is pro- 
duced when the pulmonary capillary pressure rises 
enough to overcome the oncotic pressure of the blood, 
and that such a pressure relation develops more quick- 


ly in hypoxia. 
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These investigators were influenced in their con- 
clusion by the work of the Sarnoffs, who studied 
hemodynamics associated with intra-cisternal injection 
of “‘fibrin.”” Using this technique, they were able to 
produce pulmonary edema, as had Cameron and De. 
The Sarnoffs, however: (a) were unable to prevent 
the development of the edema by vagotomy,*® (b) 
noted that the action of intra-cisternal fibrin was not 
due to an increase in pressure of the cerebrospinal 
fluid, but probably was due to a non-specific irritation 
of medullary centers, such as the cardio-vascular 
center,#® (c) noted that the injection is followed by 
(1) a mean increase of 95 per cent in the peripheral 
vascular resistance,#7 (2) systemic hypertension and 
decreased cardiac output,*7 (3) an approximate dou- 
bling in the volume of blood in the pulmonary circula- 
tion,47 (4) a gross increase in the size of the left 
auricle and engorgement of the pulmonary veins,*® 
and (5) an increase in pulmonary vascular (artery, 
vein, and left atrial) pressure with no increase in re- 
sistance (and, therefore, an inference of no change in 
pulmonary vasotension) .*® They held that the increase 
in peripheral resistance was due to peripheral vasocon- 
striction. They outline the 


effects of this systemic vasoconstriction:45 


increased decreased systemic 
peripheral resistance blood volume 


restricted increased pulmonary 
cardiac output blood volume 


increased pulmonary 
capillary pressure 


The systemic vasoconstriction, they believe, is me- 
diated by nervous control, for ganglion blocking 
agents prevent the vasoconstriction and the edema.** 

Because of their findings, the Sarnoffs entered a 
new term in the literature, neurohemodynamic pul- 
monary edema, which they define as ‘‘. . . that state 
wherein an increase in the rate of the transfer of 
fluid from pulmonary capillary to the extra-vascular 
space of the lung is brought about by an increase in 
pulmonary capillary pressure, which in turn is brought 
about either directly or indirectly by nerve im- 
pulses.’’44 

Tennekoon produced pulmonary edema in rats by 
intraperitoneal injection of thiosemicarbazide. Because 
this procedure causes an increase in systemic blood 
pressure followed by lung edema (both were prevent- 
able by sympatholytic drugs) and because thiosemi- 
carbazide fails to produce edema in a heart lung prep- 
aration, he believes that this edema is a result of 
systemic vasoconstriction causing a “‘short-circuiting” 
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of the blood to the pulmonary circulation and that 
this is mediated through the sympathetic system.®? 

It has been known since 1904%® that adrenaline 
could cause pulmonary edema. At first this was ex- 
plained by Welch’s hypothesis.* In 1932, however, 
Hochrein and Keller demonstrated that epinephrine 
injection was followed by an apparent increase in 
pulmonary blood volume during the systemic hyper- 
tension. Hamilton et al.2* in 1938 attributed the edema 
to back pressure from the left ventricle. However, 
they did describe an “intense systemic vasoconstric- 
tion” following the epinephrine injection. In the 
same year, Barach et al. said, “Our evidence suggests, 
to our mind, that the high capillary blood pressure is 
the significant factor in the pathogenesis of pulmonary 
edema due to adrenalin.’’* Stone and Lowe*® agree 
with the last two sources mentioned—that high pul- 
monary circulatory pressure can account for edema 
production—but offer no mechanism for the produc- 
tion of this pressure increase, except by noting that 
it and the edema are prevented by adrenergic block- 
ing drugs. 

In 1953 Korner*! produced pulmonary edema by 
infusion of nor-adrenaline. He found a rise in sys- 
temic venous pressure and an increase in pulmonary 
blood volume and attributed these findings to a 
vasomotor redistribution of blood. 

A clinical condition in which an increase in pul- 
monary capillary pressure occurs is mitral stenosis 
where the outflow of blood from the lungs is impeded. 
Sympathetic stimulation, caused by excitement, exer- 
tion, cold, anger, or fright is followed by (a) tachy- 
cardia, which shortens diastole and impairs emptying 
of the left atrium, and (b) vasoconstriction and re- 
sultant redistribution of blood toward the lungs.*® 
Both of these increase the pulmonary vascular pres- 
sure. 

c. The left ventricular failure hypothesis is not 
widely accepted by investigators in the subject at 
this time. It may have a role in the development of 
some pulmonary edemas, as mentioned above in con- 
nection with mitral stenosis. However, it generally 
does not agree with the experimental findings. For 
example, the Sarnoffs (a) were able to produce an 
elevation of the left atrial pressure even while sys- 
temic blood flow increased, and (b) showed that 
dilatation of the systemic vascular bed prevented 
edema formation eyen though systemic resistance was 
maintained at a high level by aortic compression.*® 

d. Pulmonary arteriolar dilatation. There has been 
much debate and disagreement on the role of vaso- 
motor fibers to the pulmonary circulation. Wiggers, 
in 1949, concluded that ‘‘a critical review of all the 
experimental evidence leaves no doubt as to the ex- 
istence of vasomotor nerves to the pulmonary vessels 


in mammals and further strongly indicates that vaso- 
constrictor impulses travel chiefly over the sympathet- 
ic system.’56 However, this same author continues, 
“Most physiologists agree that the vasomotor appa- 
ratus is not important in controlling blood flow or 
pulmonary vascular resistance.’”°® Nevertheless, Avi- 
ado et al.3 demonstrated a dilatation of pulmonary 
arterioles by hypoxia. Luisada*® evidently interpreted 
this as being due to stimulation of the carotid bodies 
by the hypoxia and a reflex dilatation of the arterioles. 
It is true that Luisada and Sarnoff3* in 1946 reported 
prevention of pulmonary edema by interruption of the 
reflex path from the carotid sinuses. However, this 
is hard to reconcile with the report of Wassermann 
and Goodman* in the same year that prevention of 
pulmonary edema had been accomplished by digital 
pressure in the carotid body area. If arteriolar dilata- 
tion does occur, this would increase the pressure in 
the pulmonary capillaries. 

e. Rodbard*? postulated another factor that in- 
fluences the pulmonary circulation, the bronchiolar 
musculature. During inspiration the bronchioles dilate 
actively and intra-alveolar pressure falls. An index 
of this is seen in the pulmonary diastolic pressure. 
Adrenergic influences also dilate the bronchioles, re- 
ducing the intra-alveolar and pulmonary diastolic 
pressures. “If this effect is marked and prolonged, 
pulmonary congestion and edema may ensue as a result 
of the inhibition of the protective bronchiolar mus- 
cular tone.’’42 

The discussion of one final experimental method 
of producing pulmonary edema will be helpful. The 
ammonium ion causes pulmonary edema. This proce- 
dure resembles epinephrine-produced edema in many 
respects.86 The Koenigs say that one apparent point 
of difference is that central nervous system depressants 
(such as morphine or ether) inhibit epinephrine-pro- 
duced edema, but not ammonium-produced edema. 
This finding, however, is not substantiated by Mac- 
Kay, Jordan, and MacKay®® or by Cameron and 
Sheikh.® There is also disagreement about the mecha- 
nism involved. 

Cameron and Sheikh obtained no evidence of se- 
rious hemodynamic disturbances and ‘“‘conclude that 
lesser degrees of pulmonary edema develop in the 
rabbit after the intravenous injection of ammonium 
chloride without hemodynamic disturbance.”® They 
suggest that capillary permeability for protein is in- 
creased by the ammonium ion for they say the edema 
fluid has a high protein content from the beginning. 
Tennekoon®? found that ammonium chloride pro- 
duces pulmonary edema in the heart-lung preparation 
and agrees with Cameron and Sheikh that there may 
be a direct action on the lung capillaries by the am- 
monium ion. Sarnoff and Kaufman,*? however, found 
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that ammonium chloride intra-peritoneally injected 
in cats caused left auricular and vena caval pressure 
to rise significantly and that systemic arterial pres- 
sure was normal or lowered. They feel that their work 
does not preclude the possibility of other mechanisms 
operating, but that it does suggest that failure of the 
left ventricle may play a role in the development of 
the edema. 

Jaques introduced another aspect of the problem. 
He reports that when pulmonary edema is induced 
by ammonium ior in rats, a depletion of pulmonary 
histamine occurs.27 The released histamine does not 
enter the edema fluid in appreciable amounts but 
seems to be carried in the blood. The same investiga- 
tor found that the histamine content of rat lungs in- 
creases with the age of the rat and, further, that the 
incidence of pulmonary edema produced by ammo- 
nium ion is strongly correlated with lung histamine 
levels.28 He believes that the ammonium ion causes 
the adrenals to produce adrenaline, which in turn re- 
leases the histamine from the lungs, and edema fol- 
lows. I can only suggest that this histamine might 
cause the increase in pulmonary capillary permeability 
reported by Cameron and Sheikh and Tennekoon. 


Discussion 

From the foregoing, it should be apparent: (1) 
that there are several factors which may be important 
in the genesis of pulmonary edema, (2) that opinions 
vary about the importance of these various factors, 
and (3) that opinions vary about the mechanisms 
that produce these various factors. 

“Among the dozens of methods employed for in- 
ducing pulmonary edema experimentally, there is 
none which has been proved to act by any other pri- 
mary mechanism than an elevation of lung capillary 
pressure relative to tissue pressure.’’°3 Visscher, in 
making this statement, is, I believe, probably correct. 
It should be pointed out, however, that the above 
statement does not mean that all the methods em- 
ployed for inducing pulmonary edema have been 
proved to act primarily by elevation of lung capillary 
pressure. For example, ammonium ion pulmonary ede- 
ma has not been shown to be definitely and primarily 
due to an elevation of the pulmonary capillary pres- 
sure. Further, this statement does not mean that 
an increase in lung capillary pressure will cause 
edema. Luisada tells that Altschule put a balloon in 
the left atrium of a dog, sewed up the chest wall, and 
inflated the balloon. This failed to cause pulmonary 
edema even though the inflation lasted, in some cases, 
several hours and must have increased pulmonary 
vascular pressures.32 

Once pulmonary edema is started, by whatever 
primary mechanism (which probably is pressure re- 
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lationships in most cases), other factors become ex- 
ceedingly important. As Visscher, himself, mentioned: 
“to say the capillary pressure rise is a uniform find- 
ing . . . does not imply that increased filtration pres- 
sure is the only determining factor.’’53 Once transuda- 
tion of fluid into alveolar spaces occurs, the diffusion 
distances for gas exchange increase and the alveolar 
ventilation is impaired. Both of these changes lead 
to anoxia of the alveoli, which Drinker considers 
to be of utmost importance. Again, once transudation 
occurs, the effective osmotic pressure in the capillary 
is reduced. This, of course, favors edema development. 

As has been mentioned by Visscher®? and Cassen 
and Kistler,11 it may be that capillary pressure and 
capillary permeability are not separable but are as- 
sociated with one another. Visscher mentions the 
“pores” permeable to protein molecules found in 
other capillaries and states that it may be that vascu- 
lar distention under increased pressure has an effect 
on “pore area” permeable to protein and, consequent- 
ly, distention itself may render a capillary more 
permeable. Cassen and Kistler said, ‘The intracellular 
cement substance of capillary walls is postulated to 
consist of processes having elastic properties that tie 
the walls together.”!! Further, there is a critical 
value above which the capillary pressure must go 
before the elastic processes are ruptured and fluid 
leakage occurs. Capillary pressure may make a capil- 
lary more permeable. 

Or it may be that increased transudation of fluid 
can occur in the lungs without the occurrence of any 
of the above discussed factors, except an increase in 
lung blood volume. Cournand has demonstrated that 
a considerable increase in pulmonary blood flow can 
occur in normal humans without a change in pulmo- 
nary arterial pressure.1* Luisada says, ‘‘Hochrein and 
associates have shown that enormous changes in the 
volume of capillary bed (in the lung) may occur as 
a result of altered dynamics, with little or no change 
in pressure. This is probably due to the negligible 
resistance to dilatation of pulmonary capillaries due 
to the absence of significant tissue pressure such as is 
found elsewhere in the body.”?? The result of an 
increase in blood volume without pressure changes is 
an increase in filtering area.* This will result in a 
greater quantity of fluid filtered out of the capillaries.® 
Altschule has suggested this as a factor causing in- 
creased transudation of lymph fluid in the lung.? 

Finally, it should be mentioned that, although one 
variable such as trauma to the central nervous system 
or poisoning with ammonium salts may be sufficient 
to cause pulmonary edema,®° several investigators 
have shown that once a tendency toward lung edema 
exists it may be produced more easily by another 
factor.15, 32 
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For example, the Sarnoffs reported that intravenous 
infusion of 10 cc. of saline per kilogram of dog 
weight has no effect on the pulmonary venous pres- 
sure. But the same infusion, in the presence of marked 
peripheral vasoconstriction, “produces striking eleva- 
tions of pulmonary venous pressures.”*4 In many 
cases of pulmonary edema it is possible that a number 
of factors have been important. 


Summary 


The complexity of the problem of the pathogenesis 
of pulmonary edema is evident when the variety of 
clinical and experimental conditions that apparently 
cause it are considered. 

A decrease in the effective pulmonary capillary 
oncotic pressure is a factor in the genesis of some 
cases of pulmonary edema. In most cases this is due 
to a hypoalbuminemia, but aspiration of fluid with 
osmotic tension into the lungs may be a cause in other 
instances. 

An “increase” in the negative intra-alveolar pres- 
sure occurs on forced inspiration. This may be a 
factor in fluid transudation is some cases. 

An obstruction of lymph flow from the lungs could 
cause lung edema. The importance of the increase in 
lymph flow from the lungs that occurs in pulmonary 
edema is not definitely established. 

An increase in the permeability of the pulmonary 
capillary endothelium will, of course, aid greatly in 
the production of pulmonary edema. A number of 
factors have been suggested by various investigators 
as the cause of an increase in permeability. Some 
people believe that this is the primary factor in pul- 
monary edema production. 

The current trend of investigators, however, is to 
incriminate an increase in pulmonary capillary pres- 
sure as the primary factor in the genesis of lung 
edema. Various mechanisms by which such an in- 
crease in pressure occurs have been suggested. 

It may be fallacious, however, to separate increase 
in membrane permeability from increase in capillary 
pressure. An increase in pressure, resulting in dis- 
tention of the capillary, may make the endothelium 
more permeable. 

The amount of transudated fluid may be increased 
without any of the above suggested factors occurring. 
An increase in pulmonary blood volume without an 
increase in pulmonary vascular pressures can occur. 
This could cause transudate formation. 

Even if one factor is eventually established as pri- 
mary, this does not mean that it is the only determin- 
ing factor. Pulmonary edema can be caused by any 
combination of the above factors. Indeed, once there 
is a tendency toward edema formation, another factor 
may more easily cause it. 


THE JOURNAL OF THE KANSAS MEDICAL SOCIETY 


Bibliography 


1. Altschule, M. D.; Gilliam, D. R., and Zamcheck, N.: 
The effect on the cardio-vascular system of fluids admin- 
istered intravenously in man, iv: The lung volume and pul- 
monary dynamics. J. Clin. Investigation 21:365-368, 1942. 

2. Altschule, M. D., quoted by Beattie.° 

3. Aviado et al.: The dilating action of anoxia on pul- 
monary vessels, (Abstract) Fed. Proc. 11: 7 (March) 1952. 

4. Barach, A, L.; Martin, J., and Eckman, Morris: Posi- 
tive pressure respiration and its application to the treatment. 
of acute pulmonary edema, Ann. Int. Med. 12:754-795, 
1938. 

5. Beattie, E. J.: Pulmonary edema, Am. Journal Surg. 
89:310-315 (Feb.) 1955. 

6. Best, C. H., and Taylor, N. B.: The Physiological 
Basis of Medical Practice, ed. 5, Baltimore, The Williams 
and Wilkins Co., 1950. 

7. Bickerman, H. A., and Beck, G. J.: Symposium on 
inhalation therapy: pressure breathing with oxygen and 
helium-oxygen in edema and obstructive dyspnea, Bull. New 
York Acad. Med. 26:410-423 (June) 1950. 

8. Cameron, G. R., and De, S. N.: Experimental pul- 
monary oedema of nervous origin, J. Path. and Bact. 
61:375-387, 1949. 

9. Cameron, G. R., and Sheikh, A. H.: The experimental 
production of pulmonary oedema with ammonium alts, 
together with a classification of lung oedemas, J. Path. and 
Bact. 63:609-617, 1951. 

10. Cantarow, Abraham, and Schepartz, Bernard: Bio- 
chemistry, Philadelphia, W. B. Saunders Co., 1954. 

11. Cassen, B., and Kistler, K.: Development of acute 
pulmonary edema in mice and rats and an interpretation, 
Am. J. Physiol. 178:49-52 (July) 1954. 

12. Cataldi, quoted by Luisada, A. A.” 

13. Cogan, S., and Gross, R. J.: Acute pulmonary changes 
during insulin coma therapy, Am. J. Psychiat. 108:44-45 
(July) 1951. 

14. Cournand, quoted by Beattie, E. J.° 

15. Courtice, F. C., and Korner, P. I.: The effect of 
anoxia on pulmonary oedema produced by massive intra- 
venous infusions, Austral. J. Exp. Biol. and Med. Sci. 
30:511-526 (Dec.) 1952. 

16. Daly, de B., quoted by Wiggers, C. J.” 

17. Drinker, C. K.: Pulmonary Edema and Inflammation, 
Harvard University Press, 1945. 

18. Eaton, R. M.: Experimental observations of dog fol- 
lowing acute peripheral blood loss, Dis. Chest 17:95-100 
(Jan.) 1950. 

19. Farber, S.: Pathogenesis of neuropathic pulmonary 
edema, J. Exper. Med. 66:397-405, 1937. 

20. Gamble, J. E., and Patton, H. D.: Pulmonary edema 
and hemorrhage from preoptic lesions in rats, Am J. Physiol. 
172:623-631 (Mar.) 1953. 

21. Gorlin et al.: Factors regulating pulmonary “‘capil- 
lary’’ pressure in mitral stenosis, Am. Heart J. 41:834-853, 
1951. 

22. Haddy, F. J.; Campbell, G. S., and Misscher, M. B.: 
Pulmonary vascular pressure in relation to edema production 
by airway resistance and plethora in dogs, Am. J. Physiol. 
161:336-341 (May) 1950. 

23. Hamilton, W. F.; Woodbury, R. A., and Vogt, E.: 
Differential pressures in the lesser circulation of the un- 
anesthetized dog, Am. J. Physiol. 125:130 (Jan.) 1939. 

24. Harrison, W., and Leibow, A. A.: The effects of 
increased intracranial pressure on the pulmonary circulation 
in relation to pulmonary edema, Circulation 5:824-832 
(June) 1952. 

25. Hochrein and Keller, quoted by Sarnoff, Sarnoff and 
Berglund.” 

26. Hollander, W., and Entwisle, G.: Pulmonary edema, 
predominantly unilateral, associated with acute myocardial 
infarct, Boston Medical Quarterly 4:80-85 (Sept.) 1953. 

27. Jaques, R.: Acute pulmonary oedema and histamine, 
Brit. J. Exper. Path. 33:484-490 (Oct.) 1952. 

28. Jaques, R.: Lung histamine and susceptibility to pul- 


! 
3 


MAY, 1957 


A Better Antihypertensive 


“We 


prefer to use 
alseroxylon (Rauwiloid) 


since it is less likely to produce excessive fatigue and 
weakness than does reserpine.”! Up to 80% of patients 
with mild labile hypertension and many with more 
severe forms are controlled with Rauwiloid alone. 


1. Moyer, J.H.: J. Louisiana M. Soc. 
108:231 (July) 1956, 


A Better Tranquilizer, too 


**...relief from anxiety resulted in generally in- 
creased intellectual and psychomotor efficiency with 
a few exceptions.” Rauwiloid is outstanding for its 
nonsoporific sedative action in a Jong list of unre- 
lated diseases not necessarily associated with hy- 


pertension but burdened by psychic overlay. 


2. Wright, W.T., Jr., et al.: J. Kansas M. Soc. 
57:410 (July) 1956. 


Dosage: Merely two 2 mg. tablets at bedtime. 
After full effect one tablet suffices. 


Best first step when more potent drugs are needed 


Rauwiloid is recognized as basal 
medication in all grades and types 
of hypertension. In combination with 
more potent agents it proves syner- 
gistic or potentiating, making 
smaller dosage effective and freer 
from side actions. 


Rauwiloid + Veriloid® 

In moderate to severe hyperten- 
sion this single-tablet combination 
permits long-term therapy with de- 
pendably stable response. Each tablet 
contains 1 mg. Rauwiloid (alseroxy- 
lon) and 3 mg. Veriloid (alkavervir). 
Initial dose, 1 tablet t.i.d., p.c. 


® 
Rauwiloid + 
Hexamethonium 


In severe, otherwise intractable hy- 
pertension this single-tablet com- 
bination provides smoother, less 
erratic response to hexamethonium. 
Each tablet contains 1 mg. Rauwi- 
loid and 250 mg. hexamethonium 
chloride dihydrate. Initial dose, 4 
tablet q.i.d. 


Riker 10s ances 


343 


| 
| 
{ 
4 


344 


monary oedema in the rat, Brit. J. Exper. Path. 35:209-213 
(June) 1954. 

29. Koenig, H., and Koenig, R.: Studies on the patho- 

esis of ammonium pulmonary edema, Am. J. Physiol. 
158:1-15 (July) 1949. 

30. Koenig, H.; Schildkraut, D.; Stahlecker, H., and 
Koenig, R.: Occurrence of acute pulmonary edema in ex- 
perimental alkalosis, Proc. Soc. Exper. Biol. and Med. 
80:370-372 (June) 1952. 

31. Korner, P. I.: The effect of noradrenaline-induced 
systemic vasoconstriction on the formation of pulmonary 
oedema, Austral. J. Exp. Biol. and Med. Sci. 31:405-423 
(Aug.) 1953. 

32. Luisada, A. A.: The pathogenesis of paroxysmal pul- 
monary edema, Medicine 19:475-504, 1940. 

33. Luisada, A. A., and Sarnoff, S. J.: Paroxysmal pul- 
monary edema consequent to stimulation of cardiovascular 
receptors, II. mechanical and neurogenic elements, 
Heart J. 31:282-292. 

34. Luisada, A. A., and Contro, S.: Experimental pul- 
monary edema following rapid carotid infusion: mechanism 
and therapy. Circ. Res. 1:179-183 (March) 1953. 

35. Luisada, A. A.: Left ventricular failure and acute 
pulmonary edema, J. Am. Geriat. Soc. 1:331-339 (May) 
1953. 

36. MacKay, E. M.; Jordan, M. D., and MacKay, L. L.: 
Experimental pulmonary edema. II. Pathogenesis of pul- 
monary edema caused by ammonium ions, Proc. Soc. Exp. 
Biol. and Med. 72:421-424 (Nov.) 1949. 

37. Marcus, S., and Dimitroff, S$. P.: Acute pulmonary 
edema induced by hepatic pressure, Calif. Med. 80:472-473 
(June) 1954. 

38. Marie, F. W., and Patton, H. D.: Hyperactivity and 
pulmonary edema from rostral hypothalamic lesions in rats, 
Am, J. Physiol. 178:315-320 (Aug.) 1954. 

39. Meltzer, S. J., quoted by Barach et al.* 

46. Moran, T. J.: Pulmonary edema produced by intra- 
tracheal injection of milk, feeding mixtures, and sugars, 
AMA Am. J. Dis. Child 86:45-50 (July) 1953. 

41. Pullen, Roscoe: Pulmonary Diseases, Philadelphia, 
Lea and Febiger Co., 1955. 

42. Rodbard, S.: Bronchiolar muscle tone: a significant 
factor in control of pulmonary circulation (Abstract), Am. 
J. Physiol. 163:745, 1950. 

43. Sarnoff, S. J., and Kaufman, H. E.: Elevation of left 
auricular pressure in relation to ammonium pulmonary 
edema in the cat, Proc. Soc. Exper. Biol. and Med. 
78:829-832 (Dec.) 1951. 

44. Sarnoff, S. J., and Sarnoff, L. C.: Neurohemodynamics 
of pulmonary edema. II. The role of sympathetic pathways 
in the elevation of pulmonary and systemic vascular pres- 
sures following the intra-cisternal injection of fibrin, Circu- 
lation 6:51-62 (July) 1952. 

45. Sarnoff, S. J., and Sarnoff, L. C.: Neurohemodynamics 
of pulmonary edema. IV. Effect of systemic vasoconstriction 
and subsequent vasodilatation on flow and pressure in sys- 
temic and pulmonary vascular beds, Am. J. Physiol. 
170:588-600 (Sept.) 1952. 

46. Sarnoff, S. J., and Sarnoff, L. C.: Neurohemodynamics 
of pulmonary edema. Autonomic influence on pulmonary 
vascular pressures and acute edema state, Dis. Chest 
22: 685-698 (Dec.) 1952. 

47. Sarnoff, S. J.; Sarnoff, L. C., and Berglund, E.: 
Neurohemodynamics of pulmonary edema. III. Estimated 
changes in pulmonary blood volume accompanying systemic 
vasoconstriction and vasodilation, J. Appl. Physiol. 
5:367-374 (Jan.) 1953. 

48. Steeves, L. C.: Acute pulmonary edema, Canad. 
M. A. J. 66:309-312 (April) 1952. 

49. Stone, C. A., and Loew, E. R.: Effect of various 
drugs on epinephrine-induced pulmonary edema in rabbits, 
Proc. Soc. Exper. Biol. and Med. 71:122 (May) 1949. 

50. Stout, R. J.: Ether peroxides as a possible cause of 
pulmonary edema, Anesthesia 5:41-43 (Jan.) 1950. 

51. Sutcliffe, J.: Pulmonary edema due to salicylates with 
report of a case, Brit. J. Radiology 28:314-316 (June) 1955. 

52. Tennekoon, G. E.: Pulmonary edema due to Thio- 


THE JOURNAL OF THE KANSAS MEDICAL SOCIETY 


semicarbazide, J. of Path. and Bact. 67:341-347 (April) 
1954 


53. Visscher, M. B.: The genesis of pulmonary edema, 
Circul. Res. 2:291-293 (July) 1954. 

54. Wassermann, S., and Goodman, J. I.: A neurogenic 
mechanism of acute pulmonary edema, Exp. Med. and Surg. 
4:165-183, 1946. 

55. Welch, quoted by Barach et al.* 

56. Wiggers, Carl J.: Physiology in Health and Disease. 
Philadelphia, Lea and Febiger, 1949. 

57. Yonderman, F. F.: Levinson, L., and Segal, M. S.: 
An approach to the problem of “epinephrine fastness,” Am. 
J. Digest. Dis. 17:149-151 (May) 1950. 


BOOK REVIEWS 


Clinical Examinations in Neurology. By Members 
of Sections of Neurology and of Physiology, Mayo 
Clinic and Mayo Foundation. Published by W. B. 
Saunders Company, Philadelphia. 370 pages, 76 fig- 
ures. Price $7.50. 


There are many unusual and helpful features 
about this extremely well illustrated book on the ex- 
amination of the nervous system. It was designed 
originally to fulfill the needs of instruction of those 
training in neurology at the Mayo Clinic, and there- 
fore includes instructions and samples of forms for 
testing and reporting such phenomena as aphasia, 
sensory losses, reflex findings, etc. 

Electroencephalography electromyography, 
speech disturbances, and neuro-ophthalmology re- 
ceive special treatment in a concise and readable 
form. The section treating the mental status exam- 
ination is at times over-simplified and often ambigu- 
ous. Thus, for instance, the mood and insight appear 
to be tested by question and answer technique. 

The publication of this manual represents a real 
contribution to those interested in the examination 
of the nervous system, both in the training for and 
the practice of medicine —].A.S. 


Pediatric Cardiology. By Alexander S. Nadas, 
M.D. Published by W. B. Saunders Company, Phila- 
del phia. 587 pages, 343 figures. Price $12. 


These 587 pages devoted entirely to the subject 
of the heart and its problems in infants and children 
illustrate the tremendous increase in the scope of 
pediatric cardiology in the past few years. As re- 
cently as 15 or 20 years ago the standard pediatric 
texts were alloting about 40 pages to the whole sub- 
ject. The tremendous increase in knowledge and in- 
terest has been in the field of congenital heart dis- 
ease, and it is this portion that receives the most 
attention in Dr. Nadas’ book. 

He divides his book into four sections: diagnostic 
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tools, acquired heart disease, congenital heart dis- 
ease, and a short section on anesthesia for children 
with heart disease. The book covers all of these sec- 
tions completely and in a readable and informative 
manner. However, it is the diagnostic tools relating 
to congenital heart disease, such as radiology, elec- 
trocardiography, phonocardiography, cardiac cathe- 
terization, and angiocardiography that receive most 
of the space and attention in that section; and the 
section on congenital heart disease is approximately 
half the book. 

It is obviously his intention to present a guide 
to the pediatrician and general physician interested 
in diagnosing congenital lesions in his own patients. 
In the foreword, the book is referred to as “‘a do-it- 
yourself cardiology.” It succeeds admirably in that 
purpose.—L.S. 


Proceedings of the Third National Cancer Con- 
ference Sponsored by American Cancer Society and 
National Cancer Institute, Detroit, June 4-6, 1956. 
Published by ]. B. Lippincott Company, Philadel- 
phia. 961 pages. Price $9.00. 


This book is unique in several respects. First, be- 
cause it comprises the verbatim comments and opin- 
ions of 200 participating essayists whose names 
might well fill a “Who's Who” in cancer. Secondly, 
because practically every major division of the can- 
cer problem is discussed in such a manner that the 
average interested physician can glean practical 
worthwhile facts by perusal of any or all of these 
divisions. Finally, it represents a tremendous bar- 
gain in that its 961 pages are replete with readable 
graphs, tables, and beautifully prepared photographs 
and photomicrographs. 

Contrary to what one might expect from such a 
conference, this book has achieved a satisfactory bal- 
ance between a presentation of the theoretical as- 
pects of cancer investigation and the more practical 
aspects of neoplastic diagnosis and therapy. Actu- 
ally no more than one-third of the reported pro- 
ceedings pertain to the purely academic and research 
phases of the cancer problem, which lends further 
support to its value as a practical cancer reference 
source. 

In addition to rather detailed discussions on 120 
different subjects pertaining to human cancer, there 
is included a symposium on the end results achieved 
by treatment. This section deals with results of 
current cancer therapy employed in the principal 
types of malignancies involving all of the human 
organ systems. Also, for the statistically minded phy- 
sician, there are sections pertaining to survival rates 
for various types and stages of malignancies ranging 
from the hemopoietic system to the intestinal tract. 
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The simplicity of language and yet completeness 
of discussions pertaining to a vast number of topics 
without undue verbosity should make this book a 
worthwhile addition to the library of any practicing 
physician desiring to keep abreast of current cancer 
trends.—D.C.R. 


Physiologic Principles of Surgery. By Leo M. 
Zimmerman, M.D., and Rachmiel Levine, M.D. Pub- 
lished by W. B. Saunders Company, Philadelphia. 
988 pages, illustrated. Price $15. 


This book brings to the surgeon something that 
has long been needed. It is an attempt to correlate 
various physiologic principles with physiologic prob- 
lems that present themselves to the surgeon. Dr. 
Zimmerman, a surgeon, and Dr. Devine, a physiolo- 
gist, have edited a text that brings together in a 
lucid discussion the basic principles of physiology as 
they apply to surgery of the various organs of the 
body. 

For the surgeon, it is an excellent review of physi- 
ology, brought up to date. It gives him a correct and 
concise discussion with the surgical application inter- 
laced. Heretofore, one was required to return to the 
old physiology textbooks for the physiology of the 
organs of interest. It should be an excellent book for 
the doctor preparing for board examination in sur- 
gery. Although possibly toc specific in its applica- 
tion, it seems to me this book has application for 
the medical student also. 

Leading doctors in their fields have written chap- 
ters in the book on their particular fields of interest. 
The editors have attempted to edit all chapters so 
that wherever possible there will be no overlapping 
or repetition of knowledge. 

This book is highly recommended to the busy 
surgeon who wants a quick review of the physiology 
of the organs of the body with their surgical appli- 
cation.—S.L.V. 


ANNOUNCEMENTS 


Annual assembly in otolaryngology, University of 
Illinois College of Medicine, Sept. 30-Oct. 6. Write 
Department of Otolaryngology, 1853 West Polk 
Street, Chicago 12, Illinois. 


Ninth postgraduate assembly in endocrinology 
and metabolism, sponsored by Endocrine Society, 
Medical College of Georgia, Augusta, Oct. 21-25. 
Registration limited to 100. Tuition fee $100. 
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Historical Material Needed 


In preparation for the observance of 
The Kansas Medical Society's centen- 
nial anniversary, members of the Com- 
mittee on History are attempting to 
collect all material of historical inter- 
est. Physicians who can contribute in- 
formation, records, etc., are urged to 


1 send such to 


td Committee on History 
Kansas Medical Society 
315 West 4th Street 
Topeka, Kansas 
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Approved residencies in physical medicine and 
rehabilitation available at New York University- 
Bellevue Medical Center, beginning July 1, starting 
at $3,400 with dependency allotment added. Apply 
to Joseph G. Benton, M.D., Institute of Physical 
Medicine and Rehabilitation, 400 East 34th Street, 
New York 16, New York. 


Sixth annual symposium for general practitioners 
on tuberculosis and other chronic pulmonary dis- 
eases, Saranac Lake, New York, July 8-12, approved 
for 26 hours of formal credit for AAGP members. 
Registration fee $40. Information available from 
Dr. Henry W. Leetch, Symposium for General Prac- 
titioners, P. O. Box 11, Saranac Lake. 


Eight-week course in occupational medicine, 
Sept. 16-Nov. 8, offered by New York University 
Post-Graduate Medical School. Write the Dean, 550 
First Avenue, New York 16, New York. 


Sept. 1 is deadline for applications for certifica- 
tion by American Board of Obstetrics and Gynecol- 
ogy. Information available from Dr. Robert L. Faulk- 
ner, 2105 Adelbert Road, Cleveland 6, Ohio. 


Postgraduate symposium on basic sciences related 
to anesthesiology, offered by University of Pittsburgh 
School of Medicine, June 10-14, Pittsburgh, Penn- 
sylvania. Registration fee $25. Registration limited 
to 50. Write 3941 O'Hara Street, Pittsburgh. 


Free cardiac surgery program offered by National 
Jewish Hospital, 3800 East Colfax Avenue, Den- 
ver 6, Colorado, to those unable to pay for private 
care. Applications considered on behalf of patients 
suffering from cardiovascular defects amenable to 
surgical intervention. Periodic reports made rou- 
tinely to referring physician. 


Four courses in ophthalmology for specialists of- 
fered by New York University Post-Graduate Medi- 
cal School during first half of 1957-1958 academic 
year: histopathology, Sept. 16-20; surgery of eye, 
Oct. 28-Nov. 2; ophthalmoscopy, Nov. 4-8; surgery 
of cornea, Dec. 2-6. Write Office of Associate Dean, 
550 First Avenue, New York 16, New York. 
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ABSTRACTS FROM 
CURRENT LITERATURE 


Atrial Fibrillation | 


Class, Robert N.: Transient atrial fibrillation, a 
frequent occurrence in apparently normal hearts, 
U. S. Armed Forces Med. Jnl. 8 :1-13 (Jan.) 1957. 


Any sizable number of persons with atrial fibril- 
lation can be divided into a large group with dis- 
eased hearts and a small group with anatomically 
normal hearts. 

Over 40 years ago Gassage and Broxton Hicks re- 
ported a young man with atrial fibrillation and other- 
wise normal cardiac findings. Nearly two decades 
later, Parkinson and Campbell reported 15 per cent 
of 200 patients with paroxysmal atrial fibrillation 
showed no signs of cardiac disease. Accumulated data 
since then indicates 5 to 6 per cent of all atrial fibril- 
lation occurs in normal hearts and the arrhythmia 
is transient in about two-thirds and established in 
the remainder. 

The author, Major Class, reports 16 cases of tran- 
sient atrial fibrillation observed in a 30-month period 
in overseas military personnel. Each case was studied 
by x-ray, and all indicated laboratory studies after 
electrocardiogram tracings confirmed the diagnosis. 
Pertinent data of each case are presented, and de- 
tails of four of the cases are discussed. Only one 
patient was over age 35 when attacks began and in 
five cases the onset was at an age of 21 or younger. 
Symptoms included sudden recurrent oppressive and 
aching precordial pain associated with palpitation and 
followed by dyspnea. In a 21-year-old airman, at- 
tacks had begun at age six, were precipitated by 
physical exertion or emotional tension, occurred at 
intervals of a few days to six months and usually 
lasted only a few minutes, though one had lasted 30 
hours. 


Hysterectomy in Young Women 


Jacobs, Warren M., and Daily, Harold I.: Hyster- 
ectomy in young women, Surg., Gynec. and Obst. 
102:5 (May) 1956. 


This article reviews 68 cases of hysterectomies 
done on women 30 years of age and younger from 
a clinical and pathological standpoint. 

Tables are included giving the type of procedure 
performed, indications for surgery, and pathology. 

In recurrent resistant pelvic inflammatory disease, 
the authors feel treatment should be either medical, 
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or, if surgery is done, total hysterectomy and bilateral 
adnexectomy. In a rare instance, the disease may be 
involving only one adnexa; then unilateral ad- 
nexectomy is indicated. 

Symptomatic myomas can be treated by myomec- 
tomy if technically feasible and if both tubes are 
patent and other causes of infertility in either hus- 
band or wife do not exist. 

Patients not desiring more children, who had a 
prolapse with cystocele or rectocele, were preferably 
treated by vaginal hysterectomy and repair. Vaginal 
hysterectomy was used for carcinoma in situ of cervix 
also. 

The authors believe that when a pelvic laparotomy 
is being done and it is determined that future preg- 
nancies are impossible because of previous removal 
or bilateral occlusion of the tubes, the uterus should 
be removed, provided the patient is in good condi- 
tion and has been informed of such possibility be- 
forehand. 

The procedures discussed are offered as a possible 
improvement over the often-incomplete surgery 
which has been done in the past and has yielded dis- 
couraging results. Further long-term follow-up of 
these procedures will be necessary for more complete 
evaluation.—R.P.S. 


Breast Cancer 


Ackerman, Lauren V.: An evaluation of the treat- 
ment of cancer of the breast at the University of 
Edinburgh (Scotland) under the direction of Dr. 
Robert McWhirter, Cancer 8:5, 883-887 (Sept.-Oct.) 
1955. 


This article reports the findings and conclusions 
reached by Dr. Ackerman after a personal examina- 


tion of the records and pathological tissues of 719 
patients with cancer of the breast, which had been 
previously reported by Dr. Robert McWhirter of 
the University of Edinburgh. Dr. McWhirter’s 
method of treatment, in all stages of the disease, was 
simple mastectomy followed by irradiation therapy, 
which he prefers to radical mastectomy, with or with- 
out x-ray. 

Dr. Ackerman notes variables which affect the 
evaluation of such clinical material. These pertain 
to the judgment and technics of pathologist, sur- 
geon, and radiologist. 

Dr. McWhirter feels that x-ray treatment  steri- 
lizes cancer at the operative site and in axillary nodes. 
Dr. Ackerman finds, in numerous pathological sec- 
tions, that the cancer appears unaffected by previous 
x-ray therapy. 

Furthermore, hormone therapy and x-ray-castra- 
tion had been used in a large number of instances 
with an incalculable effect on the course of the dis- 
ease. There were almost no autopsies, and hence the 
report of patients “dying of intercurrent disease” is 
unreliable. 

Finally, a persistence of cancer at the primary 
site in 16 per cent of stage I and II cases was noted ; 
these are the stages which have a high cure rate by 
radical mastectomy. 

Morbidity from x-rays was high in 47 patients, 
with 3 amputations of the arm. 

Dr. Ackerman concludes that Dr. McWhirter’s 
method of treatment can be established only after 
a much more rigid control of case material. Radical 
mastectomy, by the trained surgeon, operating on 
properly selected cases, offers the greatest hope for 
permanent cure.—T.P.B. 


The Neurological Hospital 


2625 West Paseo, 
KANSAS CITY, MISSOURI 


x 


A voluntary hospital providing the care and 
treatment of nervous and mental patients 
and associate conditions. 


CLASSIFIED ADVERTISEMENTS 


WANTED—Two young psychiatrists, under 40, at the 
Neurological Hospital, 2625 West Paseo, Kansas City 8, Mo. 
Must be prepared to work some nights and weekends, to do 
some administrative work as well as clinical. Starting salary 
$15,000 per year plus all office expense, medical society dues, 
some travel expense—to Board members or Board eligible; 
$12,000 per year otherwise. No maintenance. If acceptable and 
after a two-year trial with some increase in income the second 
year, opportunity to enter thriving medical partnership as full 
partner. If interested contact G. Wilse Robinson, Jr., M.D., 
Associate Medical Director. 


FOR SALE—X-ray and x-ray equipment, new 14 x 17 
casette, suction machine for tonsillectomy, microscope, miscel- 
1 i i. Sn lly attractive prices. Write the 


JourRNAL 2-57. 


Nationally advertised Surgical Supplies and Equipment for your convenience at 
Topeka, Joplin, Kansas City, St. Joseph 


Traditions established during 60 years management by Dr. W. F. Goetze (AMA) assures intelligent servicing of your orders 
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Deformity Appliances 
of Quality 


Orthopedic and Surgical 


Artificial Limbs 
Trusses 


Abdominal 
Supports 


Elastic 
Hosiery 


Foot 
Supports 


Taylor Back Brace 
Surgical Made to Order in 
Corsets Our Own Factory 


P. W. HANICKE MFG. CO. 
1009 McGee St. VI 2-4750 
KANSAS CITY, MO. 


Everything for the Laboratory 


SOUTHWEST SCIENTIFIC 
CORPORATION 


LABORATORY SUPPLIES AND EQUIPMENT 


122 South St. Francis Street 
Phone 2-0582 Wichita, Kansas 


SECLUSION MATERNITY 
FAIRMOUNT 
SANITARIUM 

Est. 1909 

Private sanitarium with 
certified obstetrician in 


GRACE SCHROER 


4911 East 27th St. Rates reasonable. In 
Kansas City, Mo. certain cases work given 
Phone: WA. 3-3577. to reduce expenses. 


Protection Against Loss of Income From Accident and Sickness 
as Well as Hospital Expense Benefits for You and All Your 
Eligible Dependents. 


ALL PHYSICIANS 
SURGEONS 


ENTISTS 


COME FROM 


60 70 


PHYSICIANS CASUALTY & HEALTH 
ASSOCIATIONS 
OMAHA 2, NEBRASKA 
Since 1902 


BIG POLICIES 
DO NOT INSURE 
GOOD PRACTICE 


“since 1899 


TOPEKA Office: 


R. E. McCurdy, Rep., 
P. O. Box 871 


Telephone 2-3027 
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Service to Doctors of 
Medicine 


General medical supplies 


Surgical garment fitting 
department 


Equipment repairs 


Equipment rentals for 
patients 


Munns Medical Supply Co. 


Tenth & Horne Telephone 
Topeka, Kans. 5-5383 


PATENTED WEDGE 
GIVES SUPPORT 

TO CENTER LINE 
OF BODY 
WEIGHT * 


% Insole extension and \ wedge J at inner corner of 
heel where support is most needed. 


@ The patented arch support construction is guaran- 
teed not to break down. 


® Innersoles guaranteed not to crack or collapse. 

@ Foot-so-Port lasts designed and the shoe construc- 
tion engineered with orthopedic advice. 

®@ Conductive Shoes for surgical and operating room 
personnel. N.B.F.U. specifications. 

@ We make more shoes for polio, club feet and dis- 
abled feet than any other shoe manufacturer. 


Write for free booklet on Foot-so-Port Shoes or 
contact your local FOOT-SO-PORT Shoe Agency. 
Refer to your Classified Telephone Directory. 
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Foot-so-Port Shoe Company, Oconomowoc, Wis. 
A Division of Musebeck Shoe Compony 


* ORTHOPEDIC BRACES * 
* SURGICAL APPLIANCES * 


Manufacturing and fitting to the doctor's 
prescription is our specialty 


Service to the patient at home, hospital, or 
our fitting rooms 


PETRO'S SURGICAL AND x 
ORTHOPEDIC APPLIANCES 


618-20 Quincy Topeka, Kans. Phone 40207 
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“*...a calmative effect...superior to anything we 
had previously seen with the new drugs.’’* 


true calmative 


nostyn 


Ectylurea, AMES 


the power of gentleness 


allays anxiety and tension 
without depression, drowsiness, motor incoordination 


NosTYN is a calmative—not a hypnotic-sedative—unrelated to any available 
chemopsychotherapeutic agent + no evidence of cumulation or habituation + does 
not increase gastric acidity or motility « unusually wide margin of safety 
—no significant side effects 


dosage: 150-300 mg. (12 to 1 tablet) three or four times daily. 


supplied: 300 mg. scored tablets, bottles of 48 and 500. 
*Ferguson, J. T., and Linn, E V. Z.: Antibiotic Med. & Clin. Therapy 3:329, 1956. 


/\) AMES COMPANY, INC : ELKHART, INDIANA 25087 
AMES COMPANY OF CANADA, LTD., TORONTO 
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for immediate control of nausea and vomiting 


when oral administration is not feasible 


In 98% of cases treated with ‘Compazine’ Ampuls during 
clinical trials, a single intramuscular dose completely 
stopped nausea and vomiting or reduced its severity 
enough to permit tablet administration. 

Dosage: An initial dose of 5 to 10 mg. (1 to 2 cc.) should 
be injected deeply into the upper outer quadrant of the 
buttock. This may be repeated if necessary at intervals of 
3 to 4 hours. 

For further information, see S.K.F. literature. 
Available: 2 cc. (10 mg.) ampuls in boxes of 6 and roo. 
5 mg. tablets in bottles of 50 and 500. 


Smith, Kline & French Laboratories, Philadelphia 


*T.M. Reg. U.S. Pat. Off. for proclorperazine, S.K.F. 
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